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CHOLANGITIS AND HEPATITIS* 


BY JOHN B. 


Y apology for addressing the Bellevue 
Alumni Society upon cholangitis and 
hepatitis, still considered by many not a surgical, 
but a medical problem, is that my many excur- 
sions into the abdomen to undo the harm caused 
by biliary tract infection have revealed that with 
few exceptions these conditions can be remedied, 
or possibly permanently relieved only by me- 
chanical interference—surgical drainage of the 
gall-bladder or of the common duct. 





Cirrhosis of liver localized around gall-bladder region. 


The pictures I show you will prove my ¢on- 
tention. The drawings were sketched at the 
operating table when making the autopsy in vivo. 
Not only have I been instructed in making these 
dissections, but I have often been horrified to 
know that in this enlightened age such path- 
ological possibilities failed to be recognized or 
anticipated clinically. The value of the im- 
mediate results obtained by exposing this 
pathology to the light of day are thus suggested 
anew. This is to my mind real research work, 
destined to bring relief to suffering humanity. 

Cholangitis, blood-borne, lymphatic-borne, 
and duct-borne, is a clinical and pathologic 
entity, presenting a circumscribed, diffusing or 


*Read before the Society of Alumni of Bellevue Hospital, 
New York City, December 4, 1929. 

+Deaver—Surgeon-in-Chief, Lankenau Hospital, Philadelphia. 
For record and address of author see “This Week’s Issue,” 
page 548. 
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diffuse infection of the biliary tract in which the 
bile channels are characteristically involved. 
The seriousness of the disease is dependent upon 
the extent of the infection, the type of the infec- 
tion, the consequent derangement of liver fune- 
tion, and the harmful, and often permanent 
sequelae. 

A knowledge of the minute anatomy of the 
bile-ducts is necessary for a complete conception 
of the pathology of cholangitis and hepatitis. 
The bile-ducts are not mere passive channels for 





Localized fibrosis, circumscribed hepatitis, around gall-blad- 
der, probably lymphogenous. 


the transit of bile, although this is their chief 
purpose. A close study of their structure re- 
veals that they are lined by a modified type of 
columnar epithelium and that arranged along 
the walls of their lumen are numerous tiny 
evaginations. Emptying into these tiny evag- 
inations or parietal saccules are ducts of glands 
which ramify most extensively in the walls of 
the principal bile ducts. These glands produce 
a mucous secretion which is collected in the 
parietal sacecules and later is poured out into the 
ducts. If one will take the trouble to make his- 
tologic studies of the common bile-duct from a 
ease of cholecystitis in which the infection is 
grossly confined to the gall-bladder, he will fre- 
quently find in the parietal glands of the duet 
evidence of inflammatory changes, as round-cell 
infiltration, oedema, and eystie changes. It will 
be apparent that these changes often accompany 





cholecystitis and that more extensive involve- 
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ment of the parietal glands of the duets within 
and without the liver constitutes the chief 
pathologie feature of cholangitis. The infection 
in cholangitis is not confined to the surface of 
the lumen of the Gucts, but is well entrenched 
deep in their walls, which accounts for the tenae- 
ity, seriousness, and for the difficult therapeu- 
tic management of this condition. 

Cholangitis is usually accompanied by exten- 





Operative. 


Thick bulging under surface of liver. 


sion of the infection to contiguous structures. 
The most frequent associated lesion is chole- 
cystitis and it is often difficult to ascertain 
whether the infection in the gall-bladder is the 
primary focus or a secondary lesion. From ex- 
perimental work and clinical studies it has been 
demonstrated that cholecystitis may arise inde- 
pendently of infection in the liver. This can be 
accounted for by a selective localization of 
bacteria, or according to the doctrine of a pre- 
pared soil, the result of a primary functional 
derangement of the gall-bladder, or by a com- 
bination of the two. It is not difficult to con- 
ceive that many cases of cholecystitis begin as a 
diffuse infection of the biliary tract and when 
the acute condition subsides, the residual infee- 
tion becomes localized in the gall-bladder, where 
certain factors favor its chronicity. 

When operating for cholangitis, the surgeon 
frequently finds changes in the regional lym- 
phaties, mainly enlargement of the lymph nodes 
in the hilus of the liver, at the root of the cystic 
duct, at the junction of the cystic and common 
ducts, along the course of the common duct and 
around the head of the pancreas. These nodes 
are often markedly swollen and may actually 
cause obstruction to bile-flow by pressure on 
the ducts. The finer lymphatic channels in the 


liver, especially those radiating from the region 
of the gall-bladder, are often distinctly seen. 
The condition actually constitutes a lymphan- 
gitis. The head of the pancreas is frequent- 
ly swollen and soft, while the body and tail are 
not involved. The changes within the liver are 
either enlargement or congestion. Sections 
of the liver will show hepatitis in the form of 
inflammatory changes around the smaller bile- 
ducts, and degenerative lesions such as oedema 
and cloudy swelling of the parenchymal cells. 
The intra-hepatie lesions are usually confined to 
the right lobe, but in more severe cases the left 
lobe; the spleen may also be involved in the 
infectious process. 

Cholangitis is sometimes encountered in the 
course of the infectious fevers, such as influenza, 
pneumonia, typhoid fever, and acute rheumatic 
fever. In such instanees the symptoms poit- 
ing to involvement of the biliary tract are slight 
jaundice, tenderness, and sometimes enlarge- 
ment of the liver; pain is only  oceasion- 
ally present. This type of cholangitis may 
be either toxie or infectious in origin; the 
jaundice is due to funetional deficiency of 


the liver. There is also a primary type of 
cholangitis, infectious in origin, which be- 


gins with fever often septic in type, malaise, 
eustro-intestinal disturbance, and jaundice. This 
condition is sometimes confused with aente 
catarrhal jaundice, acute yellow atrophy of the 





Chronic hepatitis. 


Rounded edge of liver, right lobe. 


liver, and mild subacute pancreatitis. In cho- 
langitis the infectious features predominate and 
the jaundice is only moderate in degree. Most 
of these cases subside in the course of several 
weeks and may completely clear up. It is not 
unusual, however, for the condition to recur. 
When the symptoms do not subside in due time, 
or if they become aggravated, there is urgent 
indication for considering surgery and external 
biliary drainage. 

Cholangitis is also seen where the early his- 





tory is one of gastro-enteritis, where the likeli- 
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hood of an ascending infection, either by way 
of the lumen of the common duct or along the 
neighboring lymphatics, must be considered. 
Surgical experience, however, shows that in 
the majority of cases of cholangitis there has 
been some preéxisting lesion of the biliary tract 
with a recent acute exacerbation of infection or 
interference to the flow of bile. As I have pre- 
viously stated, the most common associated le- 
sion is cholecystitis and its complication, stones 
in the gall-bladder and in the common duct. 
Stone in the common duct is usually associated 
with a choledochitis, a deep interstitial infec- 
tion. Acute exacerbation and extension of this 
smouldering infection in the duct ensue when 
there is prolonged partial or complete obstrue- 
tion to bile flow. The infection may then rap- 
idly involve the entire biliary tract, giving rise 
to sepsis with intermittent chills and fever, 
and persistent jaundice, which may partial- 
ly fade only to become deeper as the obstruc- 
tion inereases. If intervention is too long 
delayed, the condition goes on to the formation 
of pus within the duets as well as in the gall- 
bladder, and of multiple large or small abscesses 
within the liver itself. The gravity of the sit- 
uation becomes proportionally greater as the 
surgeon’s help is withheld, until the vital fune- 





Liver with mottled surface. 


tion of the liver has been destroyed beyond hope 
of redemption by any means whatsoever. Under 
such circumstances the liver does not regenerate, 
as after removal of a portion of it. Stricture 
of the common duct may closely simulate cal- 
culous obstruction because the symptoms of both, 
with the exception of pain, are essentially those 
of cholangitis. A stricture may cause only par- 
tial obstruction to the bile flow, but with in- 


sidious, progressive, and often symptomiess 
harmful effects on the liver, the result of back 
pressure. This condition is analogous to the 
renal damage due to urethral stricture and to 
chronic prostatic obstruction. Acute obstrue- 
tion to bile flow occurs when there is reactiva- 
tion of the infection about the stricture, with 
oedema and occlusion of the lumen. In the ease 
of the common duct, this means the onset of 
cholangitis. 





Cross section showing marked cirrhosis of liver. 


Cholangitis is seen as an acute and as a chroni¢ 
condition, the latter being the more troublesome ; 
it resembles hepatitis and biliary cirrhosis and 
is characterized by recurrent acute attacks of 
fever, slight jaundice, and painful swelling of 
the liver. 

Acute cholangitis is seen either as a mild or us 
a severe suppurative form; the mild type is pres- 
ent in the so-called catarrhal jaundice and is 
due to extension of infection to the liver by 
way of the papilla of Vater and the common 
duct. Gastro-duodenal irritation, the fere- 
runner of this type of jaundice, may result in 
inflammation of the duodenum, which, if it in- 
volves the site of the papilla of Vater, will cause 
swelling of the mucous membrane around the 
papilla due to inflammatory oedema and partial 
or complete occlusion of the opening, with back 
pressure of bile and consequent painless jaun- 
dice. I have seen chronic jaundice and chronic 
cholangitis, follow catarrhal jaundice, that 
required drainage of the common duct to clear 
up the situation. Therefore, catarrhal jaun- 
dice must not always be regarded as a trifling 
condition. The fact that it is painless adds 
to its importance; we all know the significance 
of painless jaundice from the standpoint of diag- 
nosis, prognosis, and treatment. 

The symptoms of cholangitis are those of in- 
fection plus certain peculiar features related to 
the liver and its functions. In mild cases there 





is fever, malaise, anorexia, slight jaundice an 
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often an appreciable enlargement of the liver. 
The symptoms may persist for several weeks and 
the condition then subside spontaneously. An 
accurate diagnosis may be difficult because of 
confusion with ecatarrhal jaundice, stone in the 
common duct, hepatitis, and pancreatitis. Lab- 
oratory tests are helpful to a certain extent 
but should not be implicitly relied upon. The 
van den Bergh test will serve to differentiate 
obstructive from functional jaundice. Estima- 
tion of the amount of serum bilirubin permits 
a daily observation of the degree of jaundice, so 
that the surgeon is able to know more or less 
accurately the progress of this phase of the 
condition. However, with the aid of, or in svite 





Marked cirrhosis of liver—inferior surface—region around 
gall-bladder (diabetic case). 

of favorable laboratory reports, the surgeon 
must exercise his own ripe judgment based on 
experience and on his estimate of the patient’s 
condition, as to the exact time for, and the 
extent of, the procedure to be adopted. In the 
severe type of cholangitis, characterized by sep- 
tie fever, deep jaundice, profuse sweats, an- 
orexia, nausea, vomiting, loss of flesh, extreme 
prostration and marked enlargement of the liver, 
the outlook is grave and while some form of 
drainage operation is urgently indicated, the 
surgeon must exercise extreme caution as to the 
proper time for intervention and his efforts 
should be confined only to the necessary mini- 
mum. In other words, the margin of safety 
must not be overstepped. 

Certain local conditions dispose to suppura- 
tive cholangitis because they diminish the re- 
sistanee of the ducts and render infection more 
easy. Such conditions are bile stagnation, old 
inflammation, gall-stones, tumors, rupture of 
hydatid cysts into the ducts, as well as malig- 
nant tumor of the common duct, most often at 
its terminal end of the duct and at the liver. 

The possible complications add to the serious- 
ness of the condition. In addition to local or 


general peritonitis, from leakage or rupture of 





the suppurating areas, there may be a general 
hemie infection; pus and micro-organisms may 
pass into the hepatie veins and so reach the 
lungs and give rise to pyaemie¢ abscesses, pleuri- 
sy, and empyema; or bacterial infection may en- 
ter the general circulation and involve the joints 
and meninges and even the heart in the form of 
malignant endocarditis. 


While prognosis depends on the course of the 
disease, treatment is essentially surgical. If 
the condition remains limited to the large ducts 
or is operated on early, before the liver or pan- 
creas has become affected, recovery may occur, 
but hepatie involvement darkens the prognosis. 
If multiple abscess formation and diffuse snp- 
puration of the portal spaces take place, death 
is inevitable, but where there is only a single 
local area of suppuration in the liver, the out- 
look is brighter. In addition. to the course and 
complications of the disease, much depends on 
early operation and free drainage. Surgieal 
drainage, to accomplish the most, must be made 
early and must be more or less prolonged—not 
only for weeks but for months. 

The most common variety of acute cholangitis 
is that seen in connection with common duet 
stone. readily recognized and corrected by re- 
moval of the stone or stones and drainage for a 
short time. The severity and persistence of acute 
non-suppurative cholangitis depend upon the 
character of the infection and the length of time 
it has existed. This is true of all types of cho- 
langitis, no matter what the origin. Cholangitis 
is not always due to disease of the common duct. 
It so happens, however, that three of the worst 
-ases I have seen have followed stones in the 
gall-bladder, in one of which the common duct 
had been twice drained, although for a short 
time only, followed by T-tube drainage of the 
common duet for two years before the condition 
cleared up. In the second ease (now eight years 
since the gall-bladder was removed for caleylous 
cholecystitis), T-tube drainage of the common 
duet for recurrent cholangitis had been made 
five times at intervals of one and a half to two 
vears. The patient is now well; but the ques- 
tion is for how long? In the third ease, the 
common duet was drained twice, the last time 
about one year ago; the patient is still wearing 
the T-tube but is apparently well and has gained 
several pounds in weight; there is neither jaun- 
dice nor enlargement of the liver. In this last 
patient recovery was so slow that I thought daily 
treatments of diathermy over the liver worth a 
trial. This proved of great benefit, so much so 
that I now suggest it in similar eases that fail t« 
show improvement soon after the institution of 
drainage. Diathermy increases the temperature 
of the liver, by increasing the blood supply, and 
also favors resolution of the periductal inflam- 
matory exudate. Incidentally, I may say I use 
diathermy over the liver in all severe liver oper- 
ations and with gratifying results. The good 
results of the use of diathermy at operation sug- 
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gested its post-operative use in the drained cases 
of cholangitis. Diathermy increases the pulse 
rate and produces free perspiration. Upon its 
discontinuance the pulse rate drops to normal 
and the perspiration ceases. 


Medical drainage by the duodenal tube ean- 
not accomplish the same as direct drainage, if 
for no other reason than that the drainage must 
be continuous and over a considerable length of 
time. This cannot be done with the duodenal 
tube. : 

Furthermore, the bacteriological findings of 
the duodenal washings are not verified by opera- 
tive findings. For example, direct aspiration of 
the gall-bladder and of the common duct seldom 
shows micro-organisms; bacteriologic examina- 
tion of the bile in the excised gall-bladder and 
of the bile drained from the common duct ob- 
tained by incision of the duct shows organisms 
in only a very small percentage of cases. This 
diserepaney can only be interpreted as contami- 
nation. The duodenal tube in its passage picks 
up organisms from the mouth and pharynx and 
when magnesium sulphate or some other solution 
is injected, there occurs both downward and re- 
versed peristalsis; during the latter, organisms 
are washed back into the duodenum. When ob- 
serving the escape of bile from the papilla of 
Vater in the open duodenum in the dog, there 
will be seen reversed peristalsis from the ter- 
minal duodenum and the jejunum, occurring ir- 
respective of any irritation of the mucous mem- 
brane of the duodenum. Thus the findings are 
probably not those of the aspirated bile alone. 
This accounts for the difference in the findings 
of direct and indirect aspiration. I always have, 
and still regard the reports of duodenal wash- 
ings as questionable. I also believe that by med- 
ical biliary drainage the pancreas may be sub- 
jected to the risk of organisms being carried 
into the duct of Wirsung, so it may be a more 
or less dangerous procedure. I shall be glad to 
hear from any of the members of this Society 
who practice medical drainage in biliary tract 
infection. 

Chronic infective or eatarrhal cholangitis is 
usually associated with, and largely due to, cho- 
lelithiasis, although it may be due to other causes. 
Non-ealeulous chronic catarrhal cholangitis may 
be either of the extrahepatic or intrahepatic 
bile ducts. The former may result from chronic 
vastroduodenal catarrh, as seen in alcoholics; it 
may occur in the course of malignant disease of 
the liver or of the bile ducts, especially when the 
erowth is at the papilla of Vater; or it may re- 
sult from suppuration in the liver or the rupture 
of hydatid cysts into the bile ducts. In such 
instances the cholangitis may be catarrhal at 
first, but is likely to become suppurative. 
Chronic cholangitis closely resembles biliary cir- 
rhosis, but since the treatment for both is essen- 
tially the same, the distinction between the two 
is of little practical importance. In cholangitis 
there are recurrent attacks of fever, jaundice, 








and enlargement of the liver, which on direct in- 
spection presents a mottled appearance and 
rounded edges; in biliary cirrhosis the liver is 
likewise enlarged but has a grayish or blue ap- 
pearance and frequently presents radiating lines, 
the result of deposits of fibrous tissues. 

Chronic cholangitis that does not yield to med- 
ical treatment in a reasonable time should be op- 
erated, by making T-tube drainage of the com- 
mon duct. A necessary precaution is to be sure 
that the common and hepatic ducts are clear of 
stones, muddy bile or stricture and that the 
papilla of Vater is patulous and in ease it is 
not it should be dilated by a series of graduated 
probes. 

We do not know much about non-ealeulous 
chronic catarrhal cholangitis of the intrahepatic 
bile ducts. Poisons or bacteria conveyed to the 
liver either by the portal vein or the hepatic 
artery may give rise to long-continued inflamma- 
tion of the intrahepatic ducts, or it is possible 
for chronic cholangitis to complicate disease of 
the liver, such as portal cirrhosis, chronic venous 
engorgement, hepatitis, and malignant growths. 

In the course of this discussion hepatitis has 
been mentioned often enough to indicate its réle 
as an accompaniment or sequel of cholangitis. It 
denotes inflammation of the parenchyma of the 
liver. Its association with cholecystitis is almost 
constant. At the present time it is this associa- 
tion and its etiological relationship to cholecys- 
titis that lend it interest. Marked chronic hepa- 
titis may exist with only slight changes in the 
gall-bladder, while even in advanced destructive 
cholecystitis the liver grossly may appear nor- 
mal. The consensus of opinion at this time 
seems to be that when there is visual evidence of 
hepatitis, the gall-bladder should be removed. 
This brings up the question, will removal under 
these conditions be as effective as if drainage had 
been substituted for removal? 


The most important factor in the treatment of 
cholangitis is its surgical management. Regard- 
less of its type, an early surgical opinion should 
be sought and the case should preferably be 
directly under the surgeon’s care. Any form 
of temporizing or medical treatment without sur- 
gical guidance is usually hazardous. This ap- 
plies particularly to the primary type of cho- 
langitis. The early surgical treatment of lesions 
of the biliary tract should be more widely adopt- 
ed, especially since present-day diagnostic meth- 
ods, as cholecystography, blood chemistry stud- 
ies, the van den Bergh and icterus index tests, 
and other liver functional tests, have increased 
the percentage of early diagnoses. An appeal for 
the surgeon’s help early in the course of the dis- 
ease will do much to lower the mortality of dis- 
ease of the biliary tract, to curtail morbidity fig- 
ures, and to reduce the menace of such compli- 
cations and sequelae as cholangitis, chronic pan- 
creatitis, hepatitis and biliary cirrhosis. The 
actual surgical management of cholangitis re- 
quires careful and mature judgment. Drainage 
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is the chief objective of any procedure that may 
be adopted. The manner in which this is to be 
attained must be determined by the conditions 
found at operation. The best immediate inter- 
ests of the patient are of first importance, rather 
than ambitious surgical procedures. When the 
condition is acute, external drainage of bile 
should be provided for by the most direct means. 
At times, this may be most easily accomplished 
by cholecystostomy. When there is any doubt 
as to the efficacy of this method, it should be 
supplemented by drainage of the common duct. 
For this purpose it is our practice to use a 
T-tube. By the use of this method of drainage 
it is possible to maintain an external escape for 
the bile over as long a period as desired. The 
use of the T-tube serves several purposes: it pro- 





vides for the external drainage of bile with the 
escape of infection; it reduces intraductal and 
intrahepatic tension, and also permits the bile to 
flow down the common duct and into the duo- 
denum. Removal of the T-tube is accomplished 
by slow, continuous, gentle traction until it pops 
out; and is without injurious effects. We very 
seldom use internal biliary drainage by chole- 
cystogastrostomy or choleeystoduodenostomy, 
not only because in eases of infection external 
biliary drainage is preferable, but because the 
stoma of such an anastomosis does not long re- 
main patent if the common duct is not perma- 
nently obstructed, and the presence of an anas- 
tomotie opening may actually favor the ascent 
of infection from the stomach or duodenum into 
the gall-bladder and the upper biliary tract. 
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EPIDEMIC MENINGITIS CONTROL* 


BY GAYLORD W. ANDERSON, M.D.,t 


HE past year has seen a definite increase in 

the incidence of epidemic cerebro-spinal 
meningitis, affecting all parts of the country. It 
is true that for years we have had sporadic cases, 
occurring without apparent relationship to one 
another and due, we have assumed, to infection 
through unrecognized carriers. Beginning in 
1926 there was a perceptible increase in incidence 
in a number of cities in the Middle West leading 
to an inereased prevalence in 1927. In 1928 the 
incidence of meningitis in the country as a whole 
was higher than in any year since 1921. 1929 
saw a definite outbreak on the Pacific coast, 
where a virulent form appeared; Detroit like- 
wise found itself faced with a real outbreak. 

Although Massachusetts had more cases in 
1929 than any year since 1920, we had no marked 
localization. It is true that a fairly large pro- 
portion of our 167 cases appeared in the Con- 
necticut Valley, particularly the early part of the 
year, but it is equally true that the Worcester 
District had its share. The eastern portion of 
the State, though having fewer cases considering 
the concentration of population, had, however, 
more than a ‘‘normal’’ prevalence. In view of 
all these facets it is well to anticipate and be 
ready for an increased prevalence in this State 
in 1930. 

Epidemie meningitis (known also as cerebro- 
spinal fever, meningococcus meningitis, ‘‘spotted 
fever’’), shows a definite seasonal prevalence 
coincident with cold weather and the crowding 
together of people in living quarters. The de- 
tailed analysis of the seasonal incidence has 
varied according to regions studied. A review 
of the cases in this State during the past thirteen 
years shows that the late winter and early spring 
are the seasons of greatest incidence, but that 


*From the Massachusetts Department of Public Health. 


+Anderson — Epidemiologist, Massachusetts Department of 
Public Health. Bigelow——-Commissioner of Public Health for 
Massaehusetts. For records and addresses of authors see ‘This 
Week’s Issue,”’ page 548. 
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the actual variation throughout the year is not 








great. (Table I.) 
TABLE I 
DISTRIBUTION OF CASES BY MONTHS 
Mass. N.Y. ©. Ohio 
1916-1928 1910-1925 1913-1928? 

January 9.2% ormsanit 14% 
February 8.4% 28.1 34.6% 9.0% 30.8 
March 10.5% 14.4% 

April 11.3% 15.4% 

May 9.0% 30.2 33.5% 10.8% 34.2 
June 9.9% - 8.0% 

July 7.1% 6.4% 

August 6.1% 20.7 13.9% 6.4% 18.1 
September 7.5% 5.3% 
October 7.1% 5.8% 
November 6.7% 20.9 18% 5.3% 16.9 

7 


December 5.8% 





The figures of Neal, based on a somewhat 
larger experience in New York City, show the 
same seasonal differences, but to a higher degree, 
possibly due to greater crowding. The experi- 
ence of Detroit shows that the present wave is no 
exception in this regard. If we are in reality on 
a rising tide of meningitis, then we may well ex- 
pect to find that the next six months will see a 
marked increase of cases. 


Incidence—The statement is frequently made 
that epidemic meningitis is a disease of children 
and of soldiers. This has been well borne out in 
this State, where we find that 60% of the eases 
are below the age of ten, and 16% are in the first 
year of life. (Table IT.) 

Neal’s figures differ from ours only in a much 
higher proportion in the first year of life, a fact 
not surprising perhaps in that her series in- 
cluded only those under personal observation. 
She made a special study of the group under 
three months of age*, showing that the symptoms 
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at this period of life were quite different from 
those seen in adults or older children. The pre- 
senting symptoms often being gastro-intestinal 
accompanied by convulsions, it is little wonder 
that many of them would have been missed had 
not lumbar punctures been performed. We can 
only wonder, therefore, how many of the 49 
deaths in the first year of life reported for 1928 
in this State as due to convulsions, and how 
many of the 117 due to meningitis, not further 











TABLE II 
DISTRIPUTION OF CASES BY AGE GROUPS 
Mass. N. Y. C. 
1919-1928 1910-1925 
Less than 1 yr. 16% 25% 
1-4 27% 30% 
5-9 16% 16% 
10-14 9% 
15-19 1% t sathed 
20 - 29 8% 8% 
30 - 39 3% 3% 
40-49 4% 2% 
50 + 3% 0.2% 
Unknown 7% —_— 








defined, were in reality cases of meningococecus 
meningitis. During an epidemic the age dis- 
tribution may be quite different with a greater 
proportion in the older age groups, particularly 
early adult life. No age is immune. 

Another outstanding factor in the epidemi- 
ology of the disease is the association with 
crowded living quarters. This was particularly 
noticeable during the camp outbreaks, and was 
equally striking in the experience of several 
Pacific coast ships this past spring. We might 
therefore expect to find a higher incidence of 
eases, and therefore of carriers as well, among 
populations living under excessively crowded 
conditions. Segregation in sleeping quarters of 
those with respiratory infection is, therefore, 
recommended so far as practicable. 


Organism—All eases of epidemic meningitis 
are due to the meningococeus, but all meningo- 
cocci are not alike. By serological reactions a 
large number of strains have been demonstrated, 
classification of which has been very unsatis- 
factory. The serum produced by the State 
Department of Public Health, as well as the 
anti-meningococcie sera produced by the various 
commercial houses and other states, is polyv- 
alent, since it is made by the immunization of 
horses with many strains of the organism. Un- 
less the organism from which a patient is suffer- 
ing is included in the group to which the horse 
is immunized the maximum therapeutic effect 
will not be obtained from this serum. The prac- 
titioner should remember that do what we may 
to produce a serum which will cover the maxi- 
mum number of strains, there will be cases 
encountered in which the serum that he is using, 
owing to this lack of specificity, does not achieve 
the desired results. Experience has repeatedly 





shown that in such cases the use of a different 
serum, more specific for the infecting organism, 
often produces striking clinical improvement. 


Quarantine—To the best of our knowledge 
meningitis is a disease in the transmission of 
which the carrier plays the principal réle. It is 
true that occasionally we encounter isolated in- 
stances in which direct contact has apparently 
resulted in infection, yet such instances are rare, 
as are also multiple cases in the same household*. 
The experience of many of our hospitals shows 
that meningitis patients can be cared for in open 
wards with no further precautions than those 
implied by the term ‘‘aseptic nursing tech- 
nique’’. We may, therefore, look upon the case 
as mainly a therapeutic problem, the same atti- 
tude that we observe today toward poliomyelitis. 
But simply because we feel that a clinical case 
is only rarely the source of secondary infection 
is not an excuse for neglecting isolation. The 
Department of Public Health recommends that 
home patients be isolated and hospital patients 
be kept on contact precautions for at least two 
weeks and thereafter until all acute symptoms 
have disappeared. 


Contacts—Contact with a ease frequently re- 
sults in the development of the carrier condition, 
the organisms being found in the nasopharynx. 
Norton® has recently found that the incidence 
of carriers among family contacts may be as high 
as 65%, but that in the majority of these the 
duration of the carrier condition is relatively 
short. Routine culturing of all contacts to de- 
tect carriers has been tried and shown not to be 
practicable, yielding inaccurate and incomplete 
information. It is, therefore, not recommended. 
We are, however, justified in looking upon all* 
intimate contacts as potential sources of danger, 
not perhaps immediately but at least as foci for 
the further development of carriers. The De- 
partment of Public Health therefore recom- 
mends the quarantine of family contacts for ten 
days and longer if diseased conditions of the 
nose or throat ‘exist. 


Diagnosis—Every suspected case of meningi- 
tis should have a lumbar puncture at once. 
However strong the clinical evidence may be, 
accurate diagnosis is impossible without it. Par- 
ticularly is this true in infants and in the early 
stages of the disease in adults before the classical 
signs of severe meningeal irritation are de- 
veloped. In most, if not all, cases of meningitis 
a stage of septicemia occurs before localizatien 
of the infection in the meninges. Though there 
may be premonitory symptoms such as headache, 
pains in the back and loss of appetite, the onset 
is usually sudden with severe headache, chills 
and vomiting. The temperature is elevated, ir- 
regular and variable, often not as high as seen in 
most acute infections. The headache, which may 
be the most dominant of the sensory symptoms 
persists chiefly in the occiput, the pain extending 
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into the neck and back. Hyperesthesia may oc- 
cur. Rigidity of the neck and spinal irritation 
as evidenced by Kernig’s sign are almost con- 
stant findings. In severe or late cases orthotonos 
and opisthotonos may be found. Convulsions 
are not common except in small children, but 
tremor, strabismus and nystagmus may be ob- 
served. As meningeal irritation becomes marked 
signs of increased intracranial pressure may be 
observed, especially bulging of the fontanels in 
infants. The eruption is variable, often abseut 
It may be a feature of the early septicemia. At 
this stage blood cultures may be positive. Many 
variations from the above typical picture occur, 
especially in infants where the symptoms are 
often more suggestive of gastro-intestinal dis- 
turbanee.* In the typical ease the spinal fluid 
is under increased pressure and is turbid, con- 
taining many white blood cells in which may be 
found gram negative diplococci, the meningo- 
cocci. The same organism is often found cut- 
side of the white blood corpuscles. 

If on lumbar puncture the fluid is turbid, 
serum should be administered immediately. Oc- 
easionally a turbid fluid means a meningitis due 
to other organisms than the meningococeus, but 
these are exceptions, especially during an epi- 
demic. In such eases the anti-meningocoecus 
serum will have done no harm, and if on ex- 
amination the spinal fluid is shown to contain 
meningococei several hours will have been gained 
at a time when every hour counts. Administra- 
tion of serum at the time of the initial puncture 
is, therefore, strongly recommended if the fluid 
is found to be turbid. The treatment of a case 
of meningitis is a matter to be decided entirely 
by the attending physician. The Department of 
Public Health would merely like to emphasize 
the importance of intensive serum treatment, 
extending over many days. 

A study now being made of meningitis in this 
State shows the value and importance of early 
diagnosis and adequate serum treatment, partic- 
ularly in children. That many days may often 
elapse between the onset of symptoms and the 
calling of a physician is due to the publie’s lack 
of appreciation of the importance of early treat- 
ment, but that often many additional days elapse 
before lumbar puncture is done shows that many 
physicians tend to delay until the meningeal 
symptoms are well developed, a delay which we 


*See article by McKhann in this number of the Journal. 





know is often fatal. The much higher incidence 
of recovery among those diagnosed early and 
treated intensively speaks strongly for early 
lumbar puncture, particularly at a time when 
meningitis is known to be prevalent. That rine 
per cent. of the reported cases on which we have 
records have not had the aid of lumbar puncture 
and that in 20% of those in which it was done 
over three days had elapsed afier the physician 
had first seen the case, bespeaks the hesitancy 
with which many practitioners undertake this 
operation. 


Service—The State Department of Public 
Health now offers to the physicians of the State, 
on request, diagnostic service on a similar basis 
to that already available for poliomyelitis. 
Through sueh a service, conference will be held 
with the attending physician and if the pro- 
cedure is thought advisable lumbar puncture 
performed. If indicated, facilities will be avail- 
able for the immediate administration of the 
initial dose of serum. This is purely a diagnostic 
service. Management of the case will remain 
the responsibility of the attending physician. 

This service has been organized and will be 
eondueted under the direction of the Advisory 
Committee on epidemie meningitis to the De- 
partment, made up as follows: Dr. W. L. 
Ayeock, Dr. James B. Ayer, Dr. Charles F. Me- 
Khann, Dr. Wilson G. Smillie, Dr. Henry R. 
Viets, and Dr. Hans Zinsser. 

CONCLUSIONS 
1.)—Cases of meningococeus meningitis should 
be isolated by local boards of health for 


two weeks and until all acute symptoms 
have cleared up. 


2.) Intimate contacts should be quarantined by 
local boards of health for ten days from 
their last contact with a ease. 

3.) Culturing to detect carriers is not recom- 
mended. 

4.) The Department of Publie Health offers a 


diagnostie service for this disease, similar 
to that offered in co-dperation with the Har- 
vard Infantile Paralysis Commission. 
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MENINGOCOCCUS MENINGITIS IN INFANTS* 


BY CHARLES F. MC KHANN, M.D.T 


HE introduction in 1907 of a specific serum 
for the treatment of meningococeus menin- 
gitis made possible the separation from the 
highly fatal types of purulent meningitis one 


*From the Department of Pediatrics, the Harvard Medical 
School, and the Infants’ and Children’s Hospital, Boston. 
+McKhann—Assistant Professor of Pediatrics, Harvard Medi- 


cal School. For record and address of author see ‘‘This Week’s 
Tssue,”’ page 548. 





form in which recovery might be reasonably ex- 
pected’. Prior to the development of the serum 
treatment the mortality in outbreaks of epidemic 
meningitis had varied from 42% to 90%. Al- 
though a small percentage of patients recovered 
completely, improvement was always a slow 
process and occurred only after a more or less 
prolonged period of illness. Patients who did 
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not die in the early stage passed into a chronic 
form of the disease which frequently was char- 
acterized by the development of hydrocephalus, 
blindness, deafness, spastic paralysis, tremors 
and mental deterioration. The final outcome was 
fatal often after months of illness. In infants 
the mortality was highest, ranging between 
85% and 100%, and complete recovery in pa- 
tients of this age almost never occurred’. 

The situation was changed materially by the 
development of the specific serum therapy. 
Rapid, critical subsidence of symptoms occurred 
in many patients following only one or two in- 
traspinal injections of the Flexner serum, and 
complete recovery was obtained even in very 
voung children’. 

Following the first demonstrations of the ef- 
fectiveness of the serum, individual physicians 
in certain centers were appointed to act as dis- 
tributors of the serum, to confirm the diagnosis 
in suspected cases of epidemic meningitis and to 
aid in the technique of the treatment. In Bos- 
ton, the distributor of the serum saw and treated 
between 1908 and 1911 sixty cases of meningo- 
coecus meningitis, with a case fatality rate of 
25%*. Ten of these sixty cases were in infants 
under one year of age. 

In contrast to the results obtained in this early 
series of cases, the fatality rate in a series of 
seventy-four cases treated in the Infants’ and 
Children’s Hospital of Boston, in a six-year 
period ending November 1, 1929, was 48%. It 
is our purpose to analyze this latter series to 
ascertain the factors operating to produce this 
high mortality. 

The distribution of the cases into three age 
groups with the number of deaths, and case 
fatality rate in each group, is shown in Table I: 











TABLE I 
MENINGOCOCCUS MENINGITIS 
Infants’ and Children’s Hospital 
Sept. 1, 19283—Nov. 1, 1929 
Case fatality by age groups. 


Age Cases Deaths Case 
Fatality 
Under 1 yr. 39 . 25 644% 
1-2 yrs. 10 3 30 
2-12 yrs. 25 6 24 
74 34 451% 








Fifty-two per cent. of the patients in this se- 
ries were infants under one year of age. In this 
age group the mortality was 64%, as compared 
with 30% and 24% in the other two groups. It 
is apparent that the high total mortality was due 
largely to the unfavorable results obtained in 
the treatment of the disease in infants. 

The mortality figures are based upon all deaths 
due to the infection either in the acute stage or 
in the stages of complications and _ sequelae. 
Thus death from hydrocephalus several months 


is ineluded as primarily the result of and due to 
meningococeus infection. 

The relationship of the case fatality to the 
duration of the disease prior to the institution 
of treatment is shown in Table II. Because of 
the variation of mortality with age, the results 
for the three age groups are given separately. 





after the meningococcus infection has subsided 








TABLE II 


CASE Fataniry By AGE Groups, IN RELATION TO 
DURATION OF THE DISEASE BEFORE TREATMENT 


Age Duration Cases Deaths 
Group of disease 
before 
treatment 
Under 1 yr. Under 1 wk 16 4 
1-2 wks. 4 3 
2-4 wks. 10 9 
4-8 wks. 7 7 
Over 8 wks. y 4 2 
1-2 yrs. Under 1 wk. 4 1 (fulminating) 
1-2 wks 0 0 
2-4 wks. 2 0 
4-8 wks. 3 1 
Over 8 wks. 1 1 
2-12 yrs. Under 1 wk. 19 4 (fulminating) 
1-2 wks. 1 0 
2-4 wks. 4 2 
1 0 





Over 4 wks. 





The results in the eases treated within the first 
week of the disease show almost the same per- 
centage of recoveries in all three age groups. It 
appears that fulminating cases account for many 
of the deaths in children over one year of age 
and that a prolonged duration of the disease be- 
fore treatment does not preclude a favorable 
outcome in older children. In infants, however, 
the mortality rises rapidly with increasing dura- 
tion prior to treatment, and the outcome is uni- 
formly fatal in prolonged cases. 

In view of the high mortality in infants not 


to find that of the patients under 1 year of age 
19 or 48 per cent. had been sick over two weeks, 
and 9 or 23 per cent. had been sick over four 
weeks before the diagnosis was made and serum 
treatment begun. Of the 23 patients who had 
been sick more than one week prior to the insti- 
tution of treatment only two recovered. 
Obviously if the dismal outlook for infants 
with meningococecus meningitis is to be bright- 
ened, there is necessary earlier diagnosis of the 
disease in patients of this age group, or improve- 
ment in the methods of treatment of late cases. 
The diagnosis of meningococcus meningitis in 
infants is rendered difficult by the bizarre nature 
of the clinical manifestations*® °. The fulminat- 
ing type of the disease is uncommon, the presence 
of petechiae over the body is rare, and the symp- 
toms and signs are seldom those of the classical 
picture of meningeal involvement. In this se- 
ries of cases the symptoms were frequently refer- 
able to the gastro-intestinal tract. The infant 





treated until late in the disease, it is disturbing 
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was taken ill with fever and irritability asso- 
ciated with vomiting, and at times accompanied 
by diarrhoea. Occasionally convulsions oceurred 
and although there was usually detectable 
rigidity of the neck and back, these signs were 
difficult to evaluate in an irritable baby. The 
Kernig sign was frequently absent. If the 
fontanel was open it was usually tense or bulg- 
ing. In the early cases the diagnosis often had 
to be made by exclusion. Unexplained fever 
with irritability, bulging fontanel (when the in- 
fant was not erying), and variable gastro- 
intestinal symptoms seemed to warrant a diag- 
nostic lumbar puncture. The patients in whom 
the diagnosis was not made early in the disease 
developed, after ten days or two weeks, symp- 
toms and signs which directed the attention to 
the central nervous system. These manifesta- 
tions were early hydrocephalus, strabismus, 
severe convulsions, markedly retracted neck and 
rigid back. 

The early and late signs which served to indi- 
cate meningeal involvement seldom gave indica- 
tion as to the type of infecting organism. The 
differentiation of meningococcus meningitis from 
other forms of purulent meningitis was made 
only by bacteriological examination of the spinal 
fluid. Because of the time required for accurate 
bacteriological diagnosis, serum was adminis- 
tered at once to all infants who showed on lum- 
bar puncture a turbid spinal fluid. Subsequent 
treatments were not given if the infecting or- 
gvanism was found to be other than the meningo- 
coceus. 

Antimeningococcus serum is an antibacterial 
serum and is effective only when brought directly 
into contact with the organisms. The septicemic 
form of the disease is rare in infants and intra- 
venous injection of serum seldom is required. 
Reactions frequently accompany the intravenous 
injections but are unusual after intraspinal 
treatment’: §, 

For treatment of the meningeal infection 
serum was administered intraspinally. In the 
effort to bring the serum into contact with the 
organisms, in considerable concentration, it has 
been our procedure to give intraspinal treat- 
ments at twelve-hour intervals for three injec- 
tions, and at twenty-four-hour iitervals there- 
after for a variable number of treatments, de- 
pending on the response of the infective process, 
as-evidenced by the diminution of the number of 
cells in the spinal fluid, the disappearance of 
organisms from smears and cultures, and clinical 
improvement in the general condition of the 
patient. Ordinarily two injections were made 
after the organisms no longer could be found 
in smears or cultures of the spinal fluid. One 
injection, usually the second, was made through 
the anterior fontanel into the ventricle and fre- 
quently the administration of serum was carried 
out alternately into the lumbar subarachnoid 
space, and into the ventricles. The dosage of 
serum in infants seldom exceeded 10 ¢.c. and 
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never was larger than the amount of spinal fluid 
removed. 

Despite this intensive treatment, occasionally 
with the addition of the cisterna magna as a 
locus of injection, most unsatisfactory results 
were obtained in the late cases. Progressive 
hydrocephalus developed in some of the patients 
and ultimately caused death; however, in the 
majority a low grade infection persisted which 
was resistant to therapy for periods of weeks or 
months, and which was found at necropsy te 
have remained either as a walled off abscess in 
one of the ventricles, or as a circumscribed area 
of meningitis over the cerebral cortex. 


The serum used in this series of cases was the 
polyvalent serum prepared by the Massachusetts 
Department of Health. In all cases the organism 
obtained from the culture of the spinal fluid 
was tested for agglutination by the specific 
serum. Occasionally a lot of serum was found 
to be relatively ineffective against a particular 
strain of the organism ; various brands of serum, 
and different lots of the same brand then were 
tested against the organism, and for subsequent 
treatments the lot or brand of serum was used 
which showed the highest potency against the 
particular strain. 


Case: An infant of six months was taken 
acutely ill with vomiting and fever, followed in 
two days by convulsions. On physical examina- 
tion the infant was found to be hyperirritable; 
the anterior fontanel bulged prominently and 
was quite tense; there were no other signs of 
meningitis. Spinal fluid examination confirmed 
the impression of meningitis and demonstrated 
the meningococcus to be the causative agent. The 
patient failed to show any response to several in- 
jections of one lot of serum; the organisms per- 
sisted in smear and in culture and the spinal 
fluid cell count did not diminish. Another lot 
of the same brand of serum was used. This was 
followed by rapid improvement, and ultimately 
complete recovery. Bacteriological tests had 
shown that the first serum was weakly effective 
but that the second serum was many times more 
potert toward this particular organism. 

In Table III are shown brief protocols of fur- 
ther illustrative cases in infants: 

It is apparent that the recognition of menin- 
gococcus meningitis in infants is not easy, at 
least in the early stages. In New York City 
28% of 627 cases were under 1 year of age’, 
while in Massachusetts only 16% of the re- 
ported cases are in this age group®. One cannot 
escape the inference that not only are many of 
the cases of meningococcus meningitis not diag- 
nosed until late in the disease, but that many 
escape detection entirely. 


Summary: In a small series of hospital eases 
the fatality rate of infants with meningococeus 
meningitis ranged from 75 to 100% in those pa- 
tients sick longer than one week before the dis- 
ease was recognized and treated. Intensive 
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TABLE III 


Course 





Age Symptoms and Duration 
before Treatment 

7 wks. —_ Fever, convulsion—1 day. 

4 mos. Fever, vomiting for 7 days, then stiff 
neck and convulsion. 

4 mos. Irritability and vomiting, 3 days. 

5 mos. Fever, vomiting, drowsiness, irritabili- 
ty, stiffness of arms—3 days. 

11 mos. Fever, anorexia, vomiting, loss of wt., 


irritability, drowsiness—3 wks. 


2 mos Fever, failure to nurse, irritability, 4 
days. Convulsion on 5th day. 

6 mos. Fever, irritability and vomiting —11 
days. Stupor on 12th day. 

4 mos. Fever, diarrhoea, anorexia, vomiting, 
214 wks. drowsiness and irritability, 
.22 wks. Stiff neck, 5 days. 

5 mos. Vomiting and irritability, 2 mos. Con- 
vulsions, 6 wks. Enlarging head, 
5 wks. 

2 mos. Vomiting, irritability, fever, failure to 
nurse—5 wks. 

8 wks. Fever, irritability, anorexia, 21% wks. 
Convulsion 17th day. 

11 mos. Fever, vomiting, 19 days. Stiff neck, 


irregular respirations, 20th day. 





Prompt response to serum. Sequel—iridocy- 
clitis and loss of one eye. 

Prompt response to serum. Complete recovery 
in 4 days. 

Complete recovery. Total duration 10 days. 

Prompt recovery in 5 days. 


Uneventful recovery after 4 days of treatment. 


Progressive process—death in 10 days, despite 
lumbar and ventricular treatment. 

Death after 7 days of treatment. Serum into 
spine 4 times and into ventricle 4 times. 


Intensive treatment produced little effect in 
cell count and organisms. Death in 5 days. 


Thick pus obtained. Death after 6 wks. treat- 
ment. Meningococcus abscess in rt. frontal 
lobe at necropsy. 

Persistent advancing infection. Death after 
4 wks. of treatment. Serum into ventricles, 
spine, cistern, and basal operative opening. 

Progressive basilar meningitis. Death after 
5 wks. of treatment. Walled off pus found 
in left ventricle after 4 wks. 

Progressive chronic meningitis, operated at 
base of skull, no effect. Death in 3 wks. 








into the ventricles and lumbar subarachnoid 
space frequently sueceeded in clearing up the 
infection, but did not alter the final outcome. 
Death in these latter cases was due to chronic 
hydrocephalus. 

In contrast to this high mortality in late 
cases, the infants treated within the first week 
of the disease showed a percentage of deaths as 
low as that found for older children. 

The necessity of wider attention to early diag- 
nosis of the disease in infants or the develop- 
ment of more effective therapeutic procedures in 
late cases is obvious. 
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EXPERIMENTAL COMBINED SYSTEM DISEASE* 


BY EDWIN F. GILDEA, M.D.,t EGON E. KATTWINKEL, M.D.,t AND WILLIAM B. CASTLE, M.D.t 


HE appearance of certain abnormal neuro- 
logical signs,. characterized by a greater or 
less degree of spastic ataxia, is frequently en- 
countered in Addisonian pernicious anemia, as 
well as in other conditions in which there is like- 
wise a gastric anacidity. This clinical state ap- 


*Presented before the Boston Society of Neurology and Psychi- 
atry, December 19, 1929. 
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pears to depend upon degenerative changes part- 
ly in the peripheral nerves but mainly in the 
spinal cord, consisting of a diffuse loss of myelin 
sometimes affecting chiefly the dorsal and lateral 
columns’, and therefore known as combined sys- 
tem disease. It also has been observed in pel- 
lagra’, certain cases of sprue® and even in the ab- 
sence of manifest pathology, other than gastric 
anacidity*. On the contrary, this condition is 
only rarely encountered in cases showing a nor- 
mal secretion of hydrochlorie acid in the stom- 
ach®, 

The quantitative nature of the response of per- 
nicious anemia to liver feeding, originally shown 
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by Minot and Murphy’, strongly suggests a de- 
ficiency disease**. The probability that the de- 
fective secretion of the stomach of these patients 
operates to produce a virtual deficiency in the 
presence of a diet adequate for the normal indi- 
vidual has recently been demonstrated by one of 
us (W. B. C2°). It was then shown that an in- 
teraction of normal human gastric juice with 
beef muscle under suitable conditions can pro- 
duce a substance capable of effecting prompt im- 
provement in patients with pernicious anemia in 
a manner entirely comparable to the action of 
moderate doses of kidney, liver or liver extracts". 
Since the latter substances will promptly relieve 
not only the anemia of these patients, but. in a 
majority of cases, if regularly given in sufficient 
dosage for some time, will also greatly improve 
the neurological symptoms'* '*, it appeared pos- 
sible that some type of deficiency might also be 
the basis of the associated nerve changes. It 
could be supposed that the defective gastric se- 
cretion of the patients with pernicious anemia, 
which was apparently a factor in permitting the 
anemia to develop, might also be responsible in 
some way for a deficiency leading to the develop- 
ment of the combined system disease. 

The effect of a lack of the antineuritie por- 
tion of vitamin B on the nervous system of ani- 
mals has been clearly established. In beri-beri’* 
and lathyrism’, both of which are diseases prob- 
ably due to a lack of this vitamin, cord lesions 
suggestive of combined system disease have been 
observed. Various investigators have reported 
changes in the gastro-intestinal tracts'® and re- 
duction of gastric secretions'® in animals fed 
diets of varying kinds in which a deficiency of 
vitamin B was prominent. Boyenval’ states that 
the daily injection of histamine, subcutaneously, 
apparently prevented the usual neurological 
symptoms, and the experiments of Dansye-Mi- 
chel and Koskowski'® correlated this effect of 
the histamine with the maintenance of normal 
gastric secretion in animals fed diets deficient in 
vitamin B. It seemed, therefore, worth while 
to attempt a critical study of the effect of a de- 
ficiency of vitamin B, in particular the anti- 
neuritic portion, upon potential changes in the 
gastric secretion and, perhaps, as a result, in 
the nervous system. Because Cowgill'® had re- 
ported, in dogs fed diets deficient in vitamin B, 
the development of gastro-intestinal symptoms 
and spastie disturbances of locomotion, possibly 
resembling the symptoms of human combined 
system disease, it was decided to repeat, with 
particular attention to central nervous system 
changes, the experiments which he had described. 

In Mareh, 1928, the first group of eight dogs, 
series I, was placed on the diet used by Cowgill, 
which was probably deficient in both the anti- 
neuritic and pellagra preventing factors of vita- 
min B, and has been demonstrated by McCollum 
and others to be, in other respects, adequate. A 





identical diet except for the addition of auto- 
claved yeast to supply only the pellagra pre- 
venting factor of vitamin B. A third group, 
series III, composed of four dogs, was fed on a 
modification of a diet which Goldberger’? has 
demonstrated to be deficient in the pellagra pre- 
venting factor. In view of the fact that Hof- 
meister*? had shown that animals fed on diets 
completely deficient in vitamin B sicken and die 
‘rapidly without showing marked symptoms of 
paralysis, an effort was made to produce a 
chronie partial deficiency of the vitamin by 
feeding the animals small doses of vitamin B ex- 
tract whenever they seemed to be on the verge of 
death. On this régime some animals lived from 
100 to 200 days and showed repeatedly a prompt 
relief of symptoms on administration of vitamin 
B. Dogs in series I and II developed severe 
symptoms between the 60th and 80th days of this 
régime. These consisted, as described by Cow- 
gill’®, of loss of appetite and weight, progres- 
sive weakness and stiffness of the legs, spastic 
paralysis, convulsions, coma and death. It was 
observed, however, that peripheral reflexes were 
ordinarily present even with marked paralysis, 
and the actions of the animals at times suggested 
a disturbance of position sense. Tenderness over 
the nerve trunks was never elicited. In a few 
animals rhythmic jerking movements of one 
or more extremities appeared. Until the last 
these symptoms could always be improved 
within a few hours by the administration of a 
few cubie centimeters of certain vitamin B ex- 
tracts.* The dogs of series III lost weight and 
appetite, became very mangy, developed scaling 
skin lesions, and finally died in convulsions, 
without showing severe paralysis or spasticity. 
The secretory activity of the stomachs of these 
animals was tested, at intervals of a few days, 
by determining the response to the subcutaneous 
injection of 0.5 milligram of histamine**. Free 
hydrochloric acid and pepsin were found in all 
satisfactory samples obtained half an hour after 
this procedure. No changes of a progressive 
sort or even significant alterations of the secre- 
tions of the paralyzed animals were observed, 
and no decrease of neurological symptoms once 
developed was obtained by repeatedly injecting 
histamine at intervals of a few hours. In some 
animals a slight degree of a secondary type of 
anemia developed. 
arts of brains and cords were fixed in forma- 
lin and in Miiller’s fluid, and stained with hema- 
toxylin and eosin, cresyl violet, Scharlach R, and 
by Weigert’s and Spielmeyer’s techniques. The 
Marchi and Scharlach R stains were used on the 
peripheral nerves. In dogs of series I and II, 
the most marked lesions were found in the cord 
(Fig. 1) and next in the cerebral cortex. The 
peripheral nerves were least affected. Lesions 
*Yeast vitamin B extract (Harris); and an alcoholic extract 


of wheat embryo, kindly supplied by Dr. G. H. A. Clowes of the 
Research Laboratories of Eli Lilly and Co. 
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of varying degree in the central nervous system 
were present in all of the fourteen animals of 
series I and II and consisted of diffuse yet ir- 
regular loss of myelin, with patches of almost 
complete demyelinization. The edges of such 
patches shaded gradually into almost normal 
white matter. In these border areas most of the 
nerve fibers had irregular swellings that gave 
them a beaded appearance. Such changes were 
most obvious in the Spielmeyer stained sections. 
No evidence of an inflammatory process or of 
glial proliferation could be found in any of these 
dogs. Little or no fat was seen in the perivas- 
cular or meningeal spaces of the cord by Schar- 
lach R stain, but a considerable amount was 
found in the perivascular spaces of the cere- 
bral cortex and in some of its nerve cells. Cresyl 
violet stains brought out swelling and chroma- 
tolysis of the nerve cells of the cord and cortex. 
Scharlach R stains of peripheral nerves showed 
patchy degeneration of myelin in nine of the 
fourteen animals of series I and II much less 
severe than in the cord and cortex. A more de- 
tailed description of these changes will be pub- 
lished at a later date. Only minor degrees of 
the lesions found in animals of series I and II 
were found in the dogs of series ITI. 


It may reasonably be concluded from these 
experiments that in dogs vitamin B deficiency, 
probably of the antineuritic portion, if suffi- 
ciently prolonged, produces a demyelinization 
chiefly of the white matter of the spinal cord and 
cerebral cortex and, to a less extent, of the 
peripheral nerves. The spastic paralysis of these 
animals was consistent with the presence of pre- 
dominating lesions of the central nervous sys- 
tem. Previous workers seem to have stressed the 
importance of lesions of peripheral nerves and 
have not observed or sufficiently emphasized the 
cord pathology**:**. This may be due to the 
fact that in our animals the deficiency was made 
as chronie as possible. In human beri-beri, sim- 
ilarly, the emphasis seems to have been placed 
upon the peripheral neuritis, although cord le- 
sions have been observed": *°. It is interesting 
that the pathological lesions in the cords of these 
animals closely resemble those found in the so- 
called combined system disease, which, in man, 
has such a constant association with achlorhydria 
and is so frequently encountered in cases of 
Addisonian pernicious anemia. 

Since no significant changes in the gastric 
secretions of these animals were observed, no 
dependence upon achlorhydria for the produc- 
tion of these lesions was demonstrated. It is 
possible, however, that, as is probable in perni- 
cious anemia", the absence of some factor, other 
than the acid of the normal gastric secretion, 
is responsible for the changes seen. Neverthe- 
less, the experiments of Boyenval*’ and others*® 
with histamine were not confirmed by these ob- 
servations nor by other attempts made by us to 
repeat their experiments. No support therefore, 


2) 





is lent to the attractive hypothesis that hista- 
mine or vitamin B are essential for maintaining 
a normal gastric secretion which, in turn, in 
some way preserves the nervous system from the 
injury which results from a deficiency of vita- 
min B in the food. 

The production by a deficiency of vitamin B, 
particularly the antineuritic portion, of lesions 
in the spinal cord of these dogs, closely resem- 
bling those of human combined system disease, 
suggests, however, that the basis of this condi- 
tion in man may be a deficiency of the antineu- 
ritic portion of vitamin B. It is possible that 
the achlorhydria is the factor which in some way 
conditions a virtual deficiency of this portion 
of vitamin B for such patients, just as it may 
apparently produce a deficiency of iron for cer- 
tain cases of anemia*®-?", Consequently, this pos- 
sibility is at present under investigation and 
some evidence has been obtained in this clinic 
that, by giving large quantities of vitamin B to 
patients suffering from combined system disease, 
improvement in their symptoms may be observed. 


SUMMARY 


1) Eight dogs fed a diet deficient in both the 
antineuritie and pellagra preventing portions 
of vitamin B, and six dogs fed a diet deficient 
only in the antineuritie portion developed loss 
of appetite, vomiting, a spastic type of paralysis, 
beginning usually in the posterior extremities 
and progressing rapidly to convulsions, coma and 
death, unless treated with vitamin B extracts. 
Four dogs fed a diet lacking mainly the pellagra 
preventing portion of vitamin B developed no 
significant neurological symptoms, but died 
eventually in convulsions. 


Post mortem examination showed that all 
fourteen of the animals chronically deprived of 
the antineuritie portion suffered from a diffuse, 
irregular loss of myelin chiefly in the white mat- 
ter of the spinal cord, less marked in the cere- 
bral cortex. In nine of these animals slight 
lesions of the peripheral nerves were found. 
Early changes were observed in the nervous sys- 
tems of the four dogs placed on the diet de- 
ficient in the pellagra preventing: portion of 
vitamin B. 

3) The lesions in the spinal cords of the ani- 
mals of the first two groups were considered to 
bear a close resemblance to those encountered 
in human combined system disease. 


4) Gastric analyses showed no _ significant 
changes in the course of these observations and 
thus no evidence for a causal relationship be- 
tween combined system disease and achlorhydria 
was established. 


5) Since the chronic deficiency, particularly 
of the antineuritic portion of vitamin B, ap- 
peared to produce in the dogs lesions closely re- 
sembling those occurring in human eases of ecom- 
bined system disease in which achlorhydria is 
almost invariably encountered, it is suggested 
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that the basis of the development of that dis- 
ease may be a virtual deficiency of the anti- 
neuritic portion of vitamin B brought about 
in some way by the achlorhydria. 


We are greatly indebted to Dr. Stanley Cobb for 
suggestions and opinions referable to the pathologi- 
eal histology, and to Dr. George R. Minot for in- 
formation concerning unpublished observations of the 
effect of vitamin B on the cord lesions of certain 
cases of human combined system disease. 
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THE GOVERNOR’S WELFARE PROGRAM AND CERTAIN 
ASPECTS OF CHRONIC DISEASE* 


BY ROBERT B. OSGOOD, M.D.t 


H* Excellency Governor Allen has reeom- 
mended to the two branches of the Legisla- 
ture of Massachusetts that an intensive study 
of the problem of aged sufferers from chronic 
(disease be made ‘‘with the particular purpose 
of determining how far the insecurity of old age 
may be lessened by early diagnosis and treat- 
ment of eases of chronic disease.’’ 

I weleome the opportunity of speaking before 
this committee of citizens to strongly urge favor- 
able action upon these recommendations. My 
own professional work happens to be largely 
econeerned with the chronic sick. The appeal 
they make is an intense one. Early causes of 
their chronicity are being glimpsed. Early diag- 
nosis is increasingly possible. Early treatment 
is becoming more efficient. Much may be done 
to lessen the handicap of even the advanced 
eases. But facilities are necessary for this pos- 
sible betterment. No harder lot exists than that 
of the aged chronic sick when these facilities are 
lacking. 

Probably the first object of an investigation 
such as His Excellency has recommended would 
be to ascertain what is being done at present 


*Read at the meeting on Governor Allen’s Welfare Program, 
February 3, 1930. 

+Osgood—Professor of Orthopedic Surgery, Harvard Medical 
School. For record and address of author see ‘“‘This Week’s 
Issue,’’ page 548. 





for the eases of chronic illness in Massachusetts. 
The second object would be to ascertain whether 
adequate facilities already exist for early diag- 
nosis and treatment. If adequate facilities do 
not exist, the third object would be to determine 
how best to provide such facilities. 

The report of the combined Social and Medi- 
eal Committees of their Survey of Chronic Dis- 
ease in the City of Boston made in 1927 is grist 
to our mill when we attempt to answer these 
questions. 

This Survey revealed the fact that though 
chronie diseases are common attendants of old 
age, youth and middle age also suffer seriously 
from chronie disease: 58 per cent. of the 4,316 
cases this Survey reviewed affected people un- 
der 60 years and 42 per cent. people over 60 
years. In October 1927, there were found in 
all Boston hospitals whose work was not solely 
confined to acute cases, over 700 chronic or in- 
curable cases occupying their beds. Of the 4300- 
odd eases of chronic disease, 85 per cent. had 
been ill over three months and 50 per cent. had 
been ill over six months. The Survey suggests 
that many chronic patients can be adequately 
eared for in their own homes and that they 
strongly prefer to be so cared for, if varying 
amounts of financial help ean be provided by 
some private or public agency. Such aid would 
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solve a part of the problem for the incurable 
and for the partially disabled after they had 
been studied and rehabilitated to their fullest 
extent. 

It is significant, however, that on October 19, 
1927, which was taken as a Hospital Census 
Day, there were among some 3,000 patients in 
the Boston Hospitals for acute and general medi- 
cal and surgical illness, over 500 cases who still 
required treatment for over three months. It 
appears, therefore, that in our general hospitals 
for acute sickness, 1/6 of their population con- 
sists of cases which may be considered as chronie. 
The vast majority of these cases were probably 
Boston cases and in this city there are less than 
1,000 beds available for chroni¢ cases. On Octo- 
ber 19, 1927, there were more than half this 
number of cases occupying beds in Acute Hos- 
pitals who needed Chronic Hospital treatment. 
Exclusive of the 450 beds at Long Island, faeili- 
ties are seriously lacking for the adequate care 
of chronie eases in the City of Boston. This lack 
is actual and even exaggerated because self- 
respecting chronie patients quite naturally hesi- 
tate to accept hospitalization at Long Island. 
They wrongly but persistently think of this 
excellent institution as an almshouse for ineur- 
ables tenanted solely by the pauper class. There 
are probably only half the number of beds avail- 
able in Boston for patients who are able to con- 
tribute something toward their hospital sup- 
port. The ease work agencies reporting to the 
Survey concluded that the greatest and most 
constant need of the aged chronie sick is for hos- 
pitalization at a rate within the means of the 
patient or his friends. Nearly 500 cases need- 
ing nursing and medical care away from their 
homes were discovered by the Social Agencies 
in Boston and this number would undoubtedly 
be greatly increased if information had heen 
obtainable as to cases under the private care 
of physicians. Conditions throughout the state 
are probably no better than those in Boston. If 
hospitalization cannot be provided, many of 
these patients must seek for care in the so- 
called nursing homes which take what they can 
vet and give only in proportion. They are a 
poor makeshift for kindly and purposeful hos- 
pitalization and their conduct is hard to con- 
trol. 

A specific instance of a specifie need may not 
be amiss. 

To refer again to the Boston Survey, the four 
most prevalent chronic disabilities were found 
to be heart disease with 845 cases, organic men- 
tal and nervous diseases with 553 eases, cancer 
with 534 cases and chronie arthritis with 467 
cases. . If one analyzes the duration of these 
various disabilities, it is found that about 21 
per cent. of the heart cases had existed for over 
®) years and only 8 per cent. for over 10 vears; 
51 per cent. of the mental cases had existed over 
») years and 14 per cent. over 10 vears; 8 per 
cent.. of the cancer cages had existed over 5 





years and only 3 per cent over 10 years. But 
44 per cent. of the arthritic cases had existed 
for over 5 years and 25 per cent. for over 10. 
These long disabilities from arthritis, therefore, 
total more than 1% of all the other three pre- 
railing chronic diseases combined for the 5 vear 
period, and nearly 34 of all the others combined 
for the 10 year period. The arthritic cases large- 
ly outnumber the long period disabilities of 
any of the more prevalent chronic diseases and 
when one considers their helplessness and their 
need of attendance, they perhaps become more 
important economically than any or all of the 
other common chronie disabilities. If one ecn- 
siders the whole rheumatic group and includes 
the chronie heart lesions caused by rheumatic 
fever, the problem of non-tuberculous joint dis- 
ease would seem to bulk larger than any of the 
other causes of ill health of the aged or of those 
in middle life. 

The solution of the problem evidently and 
hopefully lies along the lines of early diagnosis 
and adequate treatment as the Governor sug- 
gests. Both early diagnosis and adequate treat- 
ment in a very large percentage of cases will be 
possible and efficient if the medical conscience 
can be awakened, the lay public informed and 
more adequate hospitalization made available. 

Eneland and Sweden are awake to the waste 
of chronic rheumatism, Germany and France 
are waking, and America slumbers in spite of 
voices erying in the night, but alarm clocks are 
set and ticking and the American Committee for 
the Control of Rheumatism, a branch of the In- 
ternational Committee, is hard at work. They 
are to a man optimistic as to the possibility of 
recognizing early signs and as to the possibility 
of controlling the disease when early diagnosis 
is made and adequate treatment can be provided. 
Taking out tonsils and teeth does not cure the 
chronic sufferer. There is no rapid transit for 
the arthritic to the goal of health, but the path is 
becoming clearer and more and more eases reach 
the goal. They must have rest and exercise, 
sunshine and appropriate food. They must have 
skilled diagnosis cheeked up by laboratory find- 
ings. They must have local treatment of their 
joints by physiotherapy and apparatus, and 
when there are fixed deformities, by surgery. By 
combinations of simple and comparatively in- 
expensive methods, very worth while amounts of 
rehabilitation and the arrest of the disease are 
possible. The records of the Robert B. Brigham 
Hospital prove this statement. 

I plead for the sufferers from chronie rheu- 
matism and for the prevention of crippling 
arthritis. Others have pleaded for other impor- 
tant chronic diseases. 

His Excellency the Governor is right,—an in- 
tensive study should be made of problems of 
continuing disability. Adequate facilities for 
their care and betterment appear to be lacking 
in Massachusetts. We believe the insecurity of 
old age may be lessened by the early diagnosis 
and treatment of chronic illness. 
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NEW ENGLAND PEDIATRIC SOCIETY 


A SIMPLE THERAPEUTIC ARC 


BY EUGENE C. PECK, M.D.* 


HIS are lamp is worthy of description be- 

cause it has been so simplified that any ama- 
teur mechanic can make one in a few hours at 
a slight cost. It is electrically and mechanically 
effective in producing a pair of are flames be- 
tween two pairs of therapeutic carbons using 
660 watts of power. From this model others 
are easily designed utilizing any amount of 
power which it is safe to draw from household 
wiring, 

In designing an are lamp the fundamental 
nature of it must be kept in mind. It is an ap- 
paratus holding carbon pencils in such a position 
that an are may be easily formed between their 
points and the current will continue to pass 
at the proper amperage. The electrical formula 
used is I = E/R or the size of the current 
(Amperes) equals the tension (Volts) divided 
by the resistance (Ohms). Each are flame has 
a drop of voltage of 30 to 40 volts across it. 
In this type of lamp two ares and the resistance 
are in series and the voltage drop in each of 
the three parts may be assumed to be 36 volts, 
total 108 V. Thus the amperage passing through 
the lamp will be 36 divided by the ohms in the 
resistance unit. Different resistances could be 
used with corresponding change in effect. The 
rule is that under the same conditions the 
amount of light varies as the square of the 
amperage. Many types of carbons are for sale, 
the nature of the hght depending upon the ele- 
ments contained in the core of the carbon pencil 
and so volatilized in its flame. 





The small lamp which I have used for nearly 
two years has a 6 ohm resistance and so the am- 
perage is also six. The resistance unit used in 
this home made lamp is made from an ordinary 

*Peck—Pediatrician, Lawrence and Memorial Associated Hos- 


pitals, New London, Conn. For record and ad@dress of author 
see “This Week’s Issue,’’ page 548, 





660 watt radiator cone by removing 2/3 of the 
wire and stretching the remainder to fill the 
grooves in the porcelain. The circuit is from the 
110 volt line through a socket F containing a 10 
ampere fuse, through a socket R containing the 
resistance element, to the lower carbon C1 on 
one side, up across the first are to the upper 
earbon C2, across the brass holder B of the 
upper two carbons to the second upper ear- 
bon C3, down across the second are to the lower 
carbon C4 and to the power line. The whole is 
mounted on a base of wood 7” x 7/8” x 12” 
with a back 7” x 7/8” x 10”. The wood is well 
protected by asbestos board. 

The carbon holders are made from soft brass 
1 and 1/2” wide and 1/32” thick. The dia- 
gram shows the dimensions and bending of the 
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parts. The. Jower holders are bent up and 
shaped around a carbon, then the carbon re- 
moved and the brass socket compressed slightly 
so that the carbon will fit tight}y into it. The 
holder of the upper carbons is tWo pieces. The 
inner piece has three cuts 1/4” deep from each 
end making four small tongues which are bent 
alternately right and left to allow the carbons 
to rest in the Ys thus formed. This inner piece 
is fastened with wood screws to the back near 
the top so that its lower edge is 5” from base. 
The outer piece is fastened loosely around it 
by 2” machine serews which go through the 
wooden back. The machine screws are tightened 
carefully so that the outer piece presses gently 
on the carbons, and they can be easily pushed 
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up or down but will not slip. This piece does 
not touch the asbestos of the back. It is the 
correct adjustment of the pressure of this outer 
piece on the carbons which enables them to be 
controlled easily by hand instead of by the ex- 
pensive mechanisms found in the commercial 
lamps. Below this upper fixture is a reflector 
made of a piece of polished aluminum 4 and 
1/2” x 6”. The lower carbon holders are placed 
directly under the places of the upper carbons. 
The connections between parts are made with 
bare wire or bus bar. 

An electrician or mechanic can make improve- 
ments in it but I strongly advise using this 
design unless the worker is very expert. I have 
tried many improvements which have been sug- 
vested with little success. Recently, however, 
[ have made some lamps with two resistance 
sockets arranged in parallel, so that I can put 
two units in the cireuit. If then each of these 
has 7.2 ohms resistance the effect is like 3.6 
ohms and a 10 ampere are results. I have not 
used these long enough to know how well they 
will stand up but I think they will be very use- 
ful for larger children. The same time expo- 
sures scheduled for 15” with the 6 ampere lamp 


can be given at 25” with the 10 ampere lamp. 
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The carbons for the best ultra-violet effect are 
6 mm. 6” therapeutic ‘‘C’’ carbons. <A short 
piece is pa in each of the lower holders 
and whole carbons in the upper. When the 
two upper carbons are pushed down to touch 
the lowers a glow appears at the contact point. 
They are then pulled apart a very little and 





the are established. While the are is burning 
the earbons shorten so that the are goes out 
in about one and a half minutes if untended. 
By gently pushing or tapping the upper car- 
bons are fed downward to maintain the are dur- 
ing the treatment. After the lower pieces are 
consumed the upper carbons are transferred to 
the lower holders. Always keep a small pair 
of pliers by the lamp for handling the carbons 
and adjusting the holders. Of course the cur- 
rent should be turned off while changing ear- 
bons or making adjustments but you will be 
surprised to find the upper carbons can be 
handled with impunity while the current is on. 
The usual orders for the use of the Jamp 
are: 
1. C earbon are 6 amp. 15” from light to skin. 
2. Always protect the eyes. Beware of hot or 
electrically charged parts.’ 
Five minutes the first day to each surface 
exposed. Treat daily, increasing one min- 
ute each day until mild sunburn appears. 
Then increase one minute every other day 
until ten minutes is reached. 


—“_~ 
+ 


The usual tonic treatment of a baby is ten 
minutes to the front and ten minutes to the 
back three times a week. This keeps a mild tan 
on the trunk and effectively prevents rickets. 
[ have also used the lamp for its combined infra- 
red and ultra-violet effect on presistent discharg- 
ing ears, cervical adenitis, persistent septic dis- 
charging surfaces, and furuncles, with results 
which the parents and I believe beneficial. But 
it is only an adjuvant. No useful therapentie 
procedure should be neglected. 

The principal object in presenting this ap- 
paratus to you is to show how very simple and 
inexpensive an effective lamp ean be. If such 
models are common they will tend to counteract 
the excessive commercialization of the benefits 
of ultra-violet light or artificial sunlight which 
is so obnoxious to most of us. This lamp is no 
better than the commercial lamps but it is so 
easy to make that any intelligent father can 
make one for about the same cost as one ultra- 
violet treatment at the office. 


List of parts used in building a 6 ampere lamp. 

i board’ 7” x 7/8” x.22”. 

1 piece asbestos board 10” x 12”. 

2 porcelain base sockets. 

Radiator element 660 watts with screw base. 

piece aluminum 4 1/2” x 6” (Cheap cake pan can 

be cut). 

1 piece soft brass 1/32” x 1 1/2” x 16”. 

4 brass machine screws 2” long with nuts to fit. 

Screws, wire, and electric connecting plug. 

“C Therapeutic” carbons 6 mm. x 6”. Can be pur- 
chased only on a doctor’s prescription. 


Set 
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CHART FOR THE COMPUTATION OF HARRIS-BENEDICT 

STANDARDS OF BASAL METABOLISM | 

BY CURTIS BRUEN, M.D.* | 

HE normal basal metabolism per day is pre-|section, and reading off its value. Separate, } 
dicted by the Harris-Benedict method from generally symmetrical, contiguous charts are 

(hs, ieniaiias eimai constructed for men and women. The limits 

8 q of age, height, and weight are adapted from ' 

For Men the scatter diagrams in which the series of i 

h = 66.4730 + 13.7516 w + 5.0033 s — 6.7550 a these data from which the equations are derived 


For Women 
h = 655.0955 + 9.5634 w + 1.8496 s — 4.6756 a 


in which h represents heat-production in eal- 
ories, w weight in kilograms, s stature in centi- 
meters, and a age in years’. 


are plotted against daily heat-production’. 
each chart the x and y axes are divided in caloric 
units to such a scale and over such a segment 
as is required by the scale equations for the 
ranges assigned the three variables. The cor- } 
rective co-efficients for stature and weight are 
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CHART I. 


The resultant standards of basal metabolism 
are computed in multiple prediction tables’. 
Each equation requires two' complementary 
tables. The first gives its constant term plus the 
corrective term for weight. The second gives 
the algebraic sum of the corrective terms for 
stature and age. The algebraic sum of these 
two factors gives the basal metabolism. 


This result can be obtained graphically by 
locating two codrdinates, sighting their inter- 


*Bruen—See ‘‘This Week’s Issue,”’ page 548. 





Basal metabolism per day (Harris-Benedict). 


multiplied by 2.5400 and 0.4536 respectively. 
The scales of height in inches are marked off on 
the y axes by plotting the corrective terms for 
height computated from the scale equations 


For Men 
y = 12.7084 Sin 


For Women 


y = 4.6980 s,, 


The combined scales of age in years and weight 


In | 
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in pounds plotted on the z axes from the equa- 
tions 
For Men 


r 66.4730 6.7550 a + 6.2377 wy 
For Women 
xg = 655.0955 — 4.6756 a + 4.3380 wy 


form a network. Separate weight scales a suit- 
able distance apart are plotted for the limiting 
The constant term of each equation minus 
the corrective term for the minimum age is laid 
off on one, the constant term minus the correc- 
tive term for the maximum age on the other. 
These scales are marked off by laying the corree- 
tive terms for weight off from these points. Lines 
connecting the termini of each pair are divided 
in equal parts to form age scales. At intervals 
points of equality on the opposing seales of age 


ages. 


and weight are connected by straight lines. The 
joint coordinate for age and weight is thus 
the intersection of projections from their sep- 


arate scales into the network. Graphs are drawn 
for series of equations 
h=e+t+y 


Chart I computes the daily basal metabolism 
for each sex from age, height, and weight. Go 
to the upper section for women, to the lower 
for men, spot the age in years, carry an imagi- 
nary line horizontally into the network, spot 
the weight in pounds, carry an imaginary line 
in the direction of the inclined guide lines to 
its intersection with the horizontal line previcus- 
ly traced, from this point carry an imaginary 
line vertically into the field of the chart, spot the 
height in feet and inches on the nearest seale, 
carry an imaginary line horizontally to its in- 
tersection with the vertical line previously 
traced, estimate the heat production in calories 
by interpolating between the adjacent graphs. 
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CO-OPERATIVE RURAL HEALTH WORK OF THE 
PUBLIC HEALTH SERVICE 


A report of the co-6perative rural health work of 
the Public Health Service for the past fiscal year 
has recently been issued. This report is of especial 
interest. This work is conducted in co-6peration with 
State and local health authorities and is made a part 
of a well-rounded comprehensive program of 
(county or district) health service. 

At the beginning of 1929 there were 467 
time county or district health officers in the 
States. The principle of co-dOperative rural health 
work appears sound in theory and successful in 
practice. State health departments, in increasing 
number from year to year, are obtaining authoriza- 
tion and appropriations to enable them more nearly 
to do their proportionate parts in the development 
and maintenance of full-time county health service. 

Under this co-dperative arrangement the rural 
sanitation work of the Public Health Service is car- 
ried out in each project by a local health force in- 
tended to be permanent and is made a part of a 
general program of rural health work deemed suit- 
able to the locality. Thus, it is accomplished more 
economically and with more lasting effects from a 


local 


whole- 
United 


cemonstration standpoint than it could be if under- 
taken by a specialized force working a comparative- 
ly. short time in the locality. 

The unit for the work, as a rule, is the county, 
but it may be a group of townships in the same 
vicinity or a district comprising two or three ad- 
jacent counties. In some of the units incorporated 
villages, towns, and cities (with populations of ap- 
proximately 50,000) are included. Under the co- 
éperative arrangements a good program of health 
work can be carried out in practically any rural 





county or district in the United States at a cost 
to the county or district easily within its means. The 
average co-Operative demonstration project is con- 
ducted on a cost basis of less than fifty cents per 
capita of population served and furnishes a striking 
example of efficiency with economy in public serv- 
ice. In many counties efficient whole-time county 
health service can be provided at an annual cost 
of less than two dollars to the local taxpayer with 
real property assessed at $5,000 to $6,000. 

An annual budget of $10,000 will provide in most 
sections of this country the services of a county 
health department force consisting of one whole- 
time health officer, one whole-time sanitary inspec- 


tor, one whole-time health nurse, and one office 
clerk. Such a force can render highly effective 


liealth service in any county with a population under 
25,000 and an area under 500 square miles. For 
larger units of population, larger forces are needed 
and should be provided, especially after the first 
year or two of operation. 





CANCER INCREASE CONTINUES 


The January, 1930, Statistical Bulletin of the Met- 
ropolitan Life Insurance Company states that the 
cancer mortality rate among its policyholders has 
now reached a new high point—its maximum rate 
since 1911. The 1929 rate was 77.3 deaths per 
100,000 policyholders, a figure 13.7 per cent. in ex- 
cess of the 1911 rate. The most discouraging fact 
in their investigation was that there was no evidence 
of a significant decline in the deathrate for cancer of 
any organ or part of the body.—Bulletin. American 
Society for the Control of Cancer. 
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MEDICAL PROGRESS 
PROGRESS IN PEDIATRICS 


BY JOHN LOVETT MORSE, M.D.* 


NSTEAD of attempting to go over all the 
literature of Pediatrics during the last year, 
which, by the way, is abstracted most completely 
in the American Journal of the Diseases of Chal- 
dren, T have selected three subjects, which seem 
to me the most interesting at the present time, 
for discussion. They are ‘‘Nephrosis’’, ‘‘ Acute 
Pyelitis’’ in Infaney, and Hypoglycemia, Con- 
vulsions and Reeurrent Vomiting. 


NEPHROSIS 


Tt requires considerable temerity to approach 
this subject, about which my ideas are so hazy 
and about which others talk so glibly and seem 
to know so mueh. Christian gives a summarv of 
the literature of the subject in an admirable 
article in the Journal of the American Medical 
Association, 1929, 93, 23. Another very good 
article is that by Buek in the New England 
Journal of Medicine, 1929, 201, 973. Altogether 
the best presentation of the pathology of this 
symptom-complex in children is that of Wolbach 
and Blaeckfan in the Transactions of the Asso- 
ciation of. American Physicians, 1929, 44, 77. 

It is extremely difficult to diseuss the dis- 
eases of the kidney, or those involving the kid- 
nev, because neither physicians nor pathologists 
agree among themselves or with each other in 
their terminology, the great difficulty in deter- 
mining from the symptoms and urine during life 
the pathological conditions which will be found 
after death, and the fact that many pathological 
conditions show the same urinary changes. In 
a very general way, as I see it, the pathologie 
changes in the kidneys in early life may be 4di- 
vided into inflammatory, affecting primarily the 
elomeruli, and degenerative, involving the 
tubules. The degenerative changes in the 
tubules may occur without any changes in the 
glomeruli, but very often are secondary to the 
circulatory changes in the glomeruli, hoth 
glomeruli and tubules being involved as the re- 
sult of inflammatory lesions in the glomeruli. 
The degenerative lesions in the tubules may ke 
the direct result of the action of known toxins 
and mineral poisons. The interstitial tissues of 
the kidneys in childhood are not involved pri- 
marily, except in acute suppurative nephritis— 
“‘pyelitis’’. Cieatricial changes in the tissues 
are, as a rule, the result of this disease or of 
reparative changes initiated by lesions of the 
tubules or glomeruli. 

It is interesting to try to find out how the 
term ‘‘nephrosis’’ came to be used. About twen- 
ty-five years ago Muller suggested it for the 


*Morse—Professor of Pediatrics Emeritus, Harvard Medical 
School. For record and address of author see “This Week’s 
Issue,”’ page 548, 





degenerative changes in the tubules and is thus 
responsible for much of the confusion and dis- 
cussion among the pathologists since that time. 
Epstein added to the confusion by his papers 
on Parenchymatous Nephritis and Edema in 
1917. Munk, in 1913, described his lipoid neph- 
rosis or ‘‘the kidney of syphilis’’. Others ree- 
ognized that the same pathologic changes were 
caused by*mineral poisons. Others apply the 
term to a rather characteristic symptom-complex, 
in which the changes found in the kidneys are 
chiefly degenerative. Still others say that this 
complex is simply our old friend, parenchyma- 
tous nephritis, in an edematous stage, and that 
all that is new is the name. There is certainly 
nothing new about the pathologic changes. The 
only ground for argument about them is, there- 
fore, as to their etiology and significance. Stil! 
others wish to limit the use of the term ‘‘neph- 
rosis’’ to those cases in which double refractive 
lipoids are present in the urinary sediment. This 
does not seem quite reasonable, in view of the 
statements of others that these are often pres- 
ent in the urine and not in the kidneys at 
autopsy and that they may be present in the 
kidneys and not in the urine. Furthermore, 
these lipoids are merely one of the stages in 
the degenerative changes found in the kidneys. 

In spite of these differences of opinion, there 
does seem to be a fairly definite symptom-coin- 
plex in children, at any rate, to which the term 
‘“nephrosis’’ may be applied, if one desires to 
use it. Whether this symptom-complex deserves 
a special name, whether nephrosis is the best 
one, if it does, or whether it should be consid- 
ered now, as in the past, as simply one of the 
various manifestations of subacute or chronic 
nephritis, meaning by that term, disease of the 
kidneys, is a matter upon which opinions may, 
with our present knowledge, reasonably differ. 
The characteristics of this symptom-comvlex 
are: an insidious onset, marked edema, oliguria, 
and marked albuminuria with many cells and 
casts, but no red corpuscles. The presence of 
doubly refractile lipoid droplets is considered 
essential by some, but not by others, according 
to their conception and limitation of the patho- 
logic changes. The basal metabolism may be 
diminished or normal, the blood pressure is not 
increased, the secretion of phenolsulphone- 
phthalein is good, and there is no increase in the 
non-protein nitrogen of the blood. The blood 
proteins are diminished with a relative increase 
in the globulin, reversing the usual albumin- 
globulin ratio. There is also hypercholesteremia. 
Another characteristic is the tendency to remis- 
sions and exacerbations in the symptoms. Death 
very often occurs as the result of an infection 
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with pneumococci or streptococci, which is nsu- 
ally localized in the peritoneum. 

Wolbach and Blackfan report in detail the 
clinical histories and pathologie findings in eight 
cases showing this syndrome in childhood. De- 
generative changes, varying from cloudy swell- 
ing to necrosis of the cells of the tubules, were 
found. In four of the cases small cicatrices 
were found, which were undoubtedly the end re- 
sult of previous necrosis of the tubules. They 
state that in every instance the tubular lesions 
found represent the effects of an attack or ex- 
acerbation lasting from a few weeks to several 
months. In no instance was there cellular in- 
filtration of the interstitial tissue of the kid- 
neys, except immediately adjacent to necrotic 
tubular epithelium. They conclude that what- 
ever degree of injury may have existed in the 
kidney at any one period, the effect is not cumu- 
lative. 

Degenerative changes occur in the tubules in 
every acute febrile disease and are associated 
with more or less albuminuria. In some cases of 
diphtheria, for example, changes as marked as 
the most severe in these cases can develop in 
three or four days. These same changes may 
develop as the result of acidosis or of mineral 
poisoning. There is evidently nothing character- 
istic about the lesions found in the kidneys in 
these eases. When they are found without this 
symptom-complex they are considered to be sec- 
ondary to disease elsewhere and due to some- 
thing in the circulating blood which injures 
the cells. Reeovery from such lesions is, at any 
rate, possible, and undoubtedly occurs except 
when death ensues as the result of the causative 
disease. 

It does not seem unreasonable to consider, 
then, as do Wolbach and Blackfan, that this 
syndrome is not of renal origin, but a separate 
disease entity. While such a supposition is not 
unreasonable, it is a long way from being proved. 
It has been suggested by several that a disturb- 
ance of the function of the thyroid is the pri- 
mary cause, because lesions have been found in 
it. Wolbach and Blackfan conclude, however, 
that the lesions found in the thyroid are simply 
manifestations of functional exhaustion and 
neither the cause nor the direct consequence of 
the kidney change. The same conclusion ean 
be drawn as to the changes in the liver. Treat- 
ment with thyroid extracts by various men has, 
moreover, not proved satisfactory. Strange to 
say, no one has yet suggested, or, if they have, 
I have not seen it, that this symptom-complex 
may be due to allergy or an avitaminosis! Per- 
haps it is. Who knows? 

Reasoning from analogy, it would seem that 
the most natural cause for such degenerative 
changes in the kidney would be a focus of in- 
fection somewhere in the body. Everyone has, 
of course, sought for them. Clausen (Amer. 
Jour. Dis. of Children, 1925, 29, pp. 581 and 
587) believes that the staphylococcus is the 





cause and that the focus of infection is most 
often in the nasal sinuses. He and others believe 
that they have cured some patients by treatment 
of the sinuses. Owing to the tendeney to re- 
missions in this condition, a longer time should 
elapse than in these eases before a cure is 
claimed. Incidentally, in two of the three cases 
reported by Wolbach and Blackfan, in which 
the mastoids and sinuses were examined, they 
were normal. The experience of most observ- 
ers has been, I think, that it has not been pos- 
sible to find a foeus of infection. Nevertheless, 
it seems reasonable to believe that in a certain 
proportion of the cases presenting this syndrome, 
the cause may be a focal infection. If it is, why 
give it a special name, instead of looking on it 
simply as one of the manifestations or results 
of focal infection? The apparent cure of <er- 
tain cases presenting this symptom-complex does 
seem, however, to strengthen the position of 
those who believe that the cause is not a pri- 
mary disease of the kidney, but something out- 
side of it. 


If the degeneration of the renal tubules is 
not due to a bacterial toxemia or some mineral 
poison, it seems necessary to fall back on some 
disturbance of the metabolism or autointoxiea- 
tion as the cause. This may sound well, but 
means nothing definite. These terms simply 
serve at present as a cloak for ignorance. 
Nevertheless, an attempt ought to be made, I 
suppose, to determine what the changes in the 
blood suggest in this connection. It is safe to 
say that no one knows exactly what the function 
of cholesterol is. It is known to be increased 
in hydremia and when the blood protein is low. 
Both these conditions are present in ‘‘nephro- 
sis’’. It is fair to presume, therefore, that the 
increase in the cholesterol in the blood is second- 
ary to one of these conditions or due to the same 
cause. It is found in severe metabolic disturb- 
ances, notably diabetes mellitus. Its significance 
in this disease is not understood. It is evident, 
therefore, that the increase in cholesterol shows 
nothing definite as to the etiology of this symp- 
tom-complex. The presence or absence of lipoid 
bodies in the urine apparently depends on what 
stage the degenerative process in the kidneys 
happens to be. - The blood proteins are low and 
the albumin-globulin ratio reversed, because of 
the loss of albumin in the urine. There is no evi- 
dence to show, however, whether trouble in the 
kidney is the cause of the loss, whether there is 
something in the blood which injures the kid- 
ney, making it more permeable, or whether there 
is something in the blood which makes the al- 
bumin pass more easily. Far be it from me to 
attempt to discuss the chemistry of the colloids 
and surface tension. Christian surmises that 
there is more albumin in the urine than ean be 
accounted for by the lesions in the tubules and, 
therefore, that there must be a functional change 
in the walls of the capillaries of the glomeruli 
which allows the passage of albumin. The lack 
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of increase in the non-protein nitrogen and the 
approximately normal excretion of phenolsul- 
phonephthalein simply indicate that the glomer- 
wli are not involved. They show nothing as to 
any metabolic changes. Ruling out thyroid defi- 
ciency as the cause of the lowered basal metab- 
olism, if it is lowered, there is no obvious cause 
for it, except the general nutritive disturbance. 
Certainly there is nothing to suggest that it is 
the basis of the trouble. It seems evident, there- 
fore, that the changes in the blood show nothing 
as to the etiology of this syndrome. There being 
no evidence to show that there is any peculiar 
metabolic change to cause this symptom-complex 
and no focus of infection constantly found, the 
conception that it is not of renal origin can not 
be considered as proven. 

Christian advances some of the arguments in 
favor of this svmptom-complex, known as ‘‘neph- 
rosis’’, being simply a form of chronic 
nephritis (Bright’s disease). He summarizes 
and diseusses the results of pathologie studies in 
adults, but sas that the reports seem to indicate 
that the pathologic picture seen in those dying 
with an acute infection after a relatively short 
duration of life is due to the bacterial infection 
and is not what the kidneys would have shown 
if examined years after, as is the ease in chronic 
nephritis. He suggests that perhaps many of 
the eases which are reported as cured are really 
not cured and that, if they were followed for 
many years, it might be found that the ecnres 
were only apparent. He ealls attention to re- 
ported eases in which the clinical picture shifted 
from that of nephrosis to that of subacute or 
chronic glomerular nephritis and at death 
showed granular atrophied kidneys. He also 
quotes eases in which definite glomerular lesions, 
as well as degenerative changes in the tubules, 
were found in patients dying relatively early. 
Ife also ealls attention to the cases which both 
clinieally and pathologically present evidences of 
both nephrosis and nephritis and which grad- 
ually lose the clinical symptoms of nephrosis and 
take on those of glomerular nephritis. He refers 
to the work of Barker and Kirk, who, by keep- 
ing the blood protein of dogs low for a long 
time, produced in them edema, low basal metab- 
olism, reversal of the albumin-globulin ratio and 
increased blood lipoids. He mentions a ease of 
his own in which the autopsy showed degenera- 
tive changes in the tubules without any glomeru- 
lar changes, but who had not shown the clinical 
picture of nephrosis. 

Some of his conclusions are—‘‘1. Given a 
considerable and prolonged protein deficit in 
the blood, edema, lowered blood protein, relative 
increase in blood globulin at the expense of al- 
bumin, hypercholesteremia and lowered basal 
metabolism will appear, not always in the same 
order and possibly in varying degree. 

‘*2. The most common cause for such blood 
protein deficit is marked and prolonged al- 
buminuria. 





‘*2 The eause of such albuminuria is a renal 
lesion. 


‘‘4. Often this renal lesion is obviously in 
the glomeruli, but in many reported cases, 
mainly those patients dying of infection rela- 
tively early in the course of the disease, the 
elomeruli show very slight or no demonstrable 
lesions, while there are extensive degenerative 
changes in the tubules. For the latter, knowing 
what we do of renal physiology, and believing 
that the actual daily amount of albumin in the 
urine in many of these patients is in excess of 
what could possibly come from degenerating 
renal epithelium, I am of the opinion that the 
source of the albuminuria is in the passage of 
albumin through the walls of blood vessels, most 
probably, glomerular capillaries, a functional 
change in a colloid membrane of which the 
microscope gives no evidence. Obviously this 
explanation is mere surmise. 

‘“5. Holding these views, there seems to me 
to be no justification for regarding nephrosis as 
other than a variety of kidney disease, a form 
of chronie nephritis (Bright’s disease) .’’ 

Many others believe that ‘‘nephrosis’’ is 
simply a symptom-complex occurring in the 
course of subacute or chronic nephritis, in which, 
pathologically, degenerative changes predomi- 
nate at the time. 

An extremely interesting’ question from the 
clinical standpoint is whether children present- 
ing this syndrome ever recover. Judging from 
the pathologie changes found in the kidneys by 
Wolbach and Blackfan, there seems to be no rea- 
son why they should not, if the cause is found 
and removed. Clausen and others believe that 
they have cured certain cases by the removal of 
foci of infection. At any rate, the urine was 
free from albumin two or three years later. In 
a condition in which remissions and exacerba- 
tions of the symptoms are so characteristic, the 
question at once arises, however, as to how long 
a child must be free from albuminuria before it 
ean be considered cured. If albuminuria ecn- 
tinues, even though it is slight and there are no 
other symptoms, it certainly cannot be consid- 
ered cured. If this syndrome is simply an un- 
usual combination of symptoms in what is 
commonly spoken of as subacute or chronic 
parenchymatous nephritis, the question arises as 
to whether children ever recover from this con- 
dition, even if adults do not. The probabilities 
are that they do not, but is it impossible that 
they may not from a subacute form? Whatever 
the final answer may be as to the prognosis in 
children presenting this symptom-complex, it 
seems to me, basing my opinion partly on the 
literature and partly on my own experience, that 
at present the outlook in such eases is very grave, 
although not by any means hopeless. It seems 
certain, at any rate, that no matter how well the 
child may appear, it is not safe to say that it is 
cured until the urine has been constantly free 
from albumin for several years. 
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Certain practical points have been learned as 
to the treatment, however, of children present- 
ing this symptom-complex. In the first place, 
careful search should be made for a focus of in- 
fection. If it is found, it should be removed. 
Whether the removal of such a focus will do any 
good or not, is a matter of opinion. Certainly it 
will do no harm, and, even though the evidence 
that the removal of such a focus will relieve the 
condition is so slight, it is not fair to the patient 
not to seek for it and remove it, if found. It is 
also evident that with the low blood protein, the 
normal non-protein nitrogen of the blood and 
the normal phthalein excretion, there is no ob- 
ject in limiting the proteins in the food, as is 
usually done when the kidneys are diseased. In 
fact there are definite indications for giving 
protein freely, as it is possible that the edema 
may be due to the low protein content of the 
blood and the organism certainly needs protein 
to replace the loss through the kidneys. Dimi- 
nution in the edema may or may not, however, 
follow an increase in the proteins in the fond. 
It has also been found that a limitation of the in- 
take of sodium chloride has no effect on the 
edema. Limitation of the intake of water has 
less influenee on the edema, moreover, than in 
other disturbances of the kidney. It is very 
important to guard children with this symptom- 
complex against acute infections, as such infee- 
tions are very likely to bring on an exacerbation 
of the symptoms and are often the beginning of 
the fatal termination. Strange to say, however, 
an acute infection has, in a few instances, been 
followed by a cessation of the symptoms and, 
presumably, by cure. 


‘ACUTE PYELITIS’’ IN INFANCY 


Two papers have appeared recently which 
seem to show that the commonly accepted ideas 
as to the pathological changes in this condition 
are erroneous. They also suggest strongly that 
the infection is blood-borne rather than ascend- 
ing. Chown (Archives of Disease in Childhood, 
1927, 2, 97) reviews the literature on the subject 
and shows how little basis there is for the belief 
that there are lesions in the pelves, ureters and 
bladder. He reports thirty cases from the 
Pediatrie and Pathologic Departments of the 
Johns Hopkins Hospital. Twenty-one cases were 
acute or subacute. In four of them the renal 


-trouble was not the cause of death. He ealls 


attention to the frequency of infection else- 
where, both enteral and parenteral. In all eases 
in which bacteriologic studies were made, the 
3acillus Coli was found. He says that the sig- 
nificance of these findings cannot be determined 
at present. The common lesion is a suppurative, 
interstitial nephritis with secondary involve- 
ment of the parenchyma. The organisms and 
inflammatory products eseape into the tubules, 
drain into the pelvis and escape in the urine. 
The pelvis is usually normal, although it some- 
times appears congested. In four other aeute 





cases in which the urine contained pus, no 
pathologic changes were found in the kidneys or 
rest of the urinary tract. In five chronic eases 
the pelves showed no cause for the pus, while 
the kidneys exhibited both acute, multiple, foeal, 
suppurative lesions and inflammatory lesions in 
various stages of healing. In another instanee, 
in which a baby died of pneumonia five months 
after a typical attack of ‘‘acute pyelitis’’, the 
kidneys showed nothing abnormal, proving that 
recovery may be complete. 

Wilson and Schloss (Amer. Jour. Diseases of 
Children, 1929, 38, 227) studied the post-mortem 
material from forty-nine infants and children 
under three years of age who had what is ealled 
‘‘acute pyelitis.”? Their cases included both the 
type in which the chief symptoms were refer- 
able to the urinary tract and that in which the 
pyuria was an incident er a complication of 
some other acute infection. They found that the 
most common pathologic changes were inflam- 
matory foci in the interstitial tissue of the kid- 
ney. In the more severe cases the changes went 
on to abscess formation, presenting the typical 
picture of acute suppurative nephritis. The 
milder lesions probably heal without the forma- 
tion of sears. In healing, the more advanced 
lesions are replaced by fibrous tissue. 

In twenty-eight cases the ‘‘pyelitis’’ was a 
complication of other acute infections. In only 
one instance was there any lesion of the pelvis 
of the kidney. In this case minute, focal ac- 
cumulations of leucoeytes were observed in the 
mucosa and one in the lining epithelium. There 
were much more marked lesions, however, in the 
interstitial tissue of the kidneys. Lesions were 
found in the kidneys in twenty-two. In one 
there was a mild cystitis and in five no anatomic 
basis for the pyuria was found. In seventeen 
cases, in which the pyuria and accompanying 
symptoms predominated, the lesions of acute, 
suppurative nephritis were found. In only one 
was there any inflammation of the pelves of the 
kidneys and this was insignificant in comparison 
with the renal lesions. In three cases that had 
recovered from ‘‘pyelitis’’ and died later from 
acute diseases, areas of scar tissue were found 
in the kidneys, but no lesions in the pelves, 
ureters or bladder. No lesions like those in 
‘‘pyelitis’’? were found in the kidneys of babies 
that had not had pus in the urine. They admit 
that pyuria may be due to congenital abnor- 
malities of the urinary tract, cystitis or renal 
caleuli, but believe that such cases are relatively 
very uncommon. Their results point to a blood- 
borne infection rather than an ascending oue. 
They conclude that it seems evident why the 
usual medical methods of treating ‘‘acute pyeli- 
tis’’ have been of so little value. 

Helmholz (Amer. Jour. Diseases of Children, 
1929, 38, 968) says that the available facts as to 
the mode of infection. can readily be used to 
prove it to be either ascending or hematogenous, 
depending on the inclination of the authors. He 
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states that there are undoubtedly hematogenous 
infections of the kidney with the staphylococcus 
and the streptococcus, which produce discrete 
abscesses in the cortex of the kidney. Whether 
the colon bacillus ever produces renal abscesses 
in the cortex of the kidney of human beings in 
this manner has not been definitely determined. 
That infection of the kidney by the colon bacil- 
lus, secondary to some stasis in the urinary 
tract, is common has been proved, although it is 
still disputed whether the colon bacillus passes 
to the kidney by way of the blood stream, by 2n 
ascension of the urinary passages in the lumen 
or through the lymphoid passages. He says that 
while Chown and Wilson and Schloss have shown 
that focal lesions in the renal parenchyma are 
present quite regularly in so-called pyelitis, the 
cases have not been studied culturally sufficiently 
accurately to determine the etiologic bacterial] 
factor. 

He approaches the subject from the point of 
view of spontaneous bacilluria and pyelitis in 
the rabbit. When rabbits were found to have 
bacilluria the ureters were tied off and the urine 
from the bladder and renal pelves obtained 
separately. He also studied the bacterial con- 
tent of the urine from the bladder and ureters 
after intravenous injection of colon bacilli. His 
summary is that bacilluria in rabbits is usually 
limited to the bladder, but occasionally involves 
also the pelvis of the kidney. Exceptionally, 
cystitis, pyelitis and pyelonephritis are found in 
the rabbit. The frequency of bacilluria limited 
to the bladder and the relative infrequeney of 
infection of the upper urinary passages, make 
it probable that the exceptional bacilluria of the 
upper urinary tract and pyelonephritis are the 
result of an ascending infection from the blad- 
der. So far as this study of spontaneous urinary 
infection is applicable to conditions in human 
beings, the conclusion seems warranted that in- 
feetions of the urinary tract in infants take place 
by the ascending route. 


HYPOGLYCEMIA, CONVULSIONS AND RECURRENT 
VOMITING 


Josephs (‘‘ Fasting as a Cause of Convulsions, ”’ 
American Journal Diseases of Children, 1926, 
31,169) in 1926 called attention to the frequency 
with which certain children have convulsions at 
the onset of any aeute illness, which are proved 
by their cessation as the children grow older not 
to be due to any organie cerebral lesions. He also 
noted the fact that these convulsions occurred 
most often early in the morning before breakfast 
or when the child had not eaten’ for some hours 
or had vomited. In a number of eases of this sort 
a low blood-sugar was found at the time of the 
attack. It was evident from the variation in the 
amount of sugar found, however, that there was 
no definite level at which convulsions would oc- 
cur in all cases, but that the level, if there was 
one, varied in different children. In_ these 
children the fall in blood-sugar concentration, 





when fasting, was more rapid and the final con- 
centration lower than in normal children. 

In the same year Josephs also wrote concern- 
ing the association of hypoglycemia and recur- 
rent vomiting (‘‘Reeurrent Vomiting,’’ Ameri- 
can Journal Diseases of Children, 1926, 31, 657), 
and quotes the meager literature on the subject. 
As his material was all ward patients, he was 
able to study only severe cases. There was a 
considerable reduction of the blood-sugar in the 
five cases studied at the height of the attack, 
although the blood-sugar in all was within 
normal limits between attacks. In all of them 
it was below 0.070%, which is the minimum 
which he found in controls as the result of long 
fasting. He studied a series of twenty-eight 
normal children, taking the blood after four and 
sixteen hours of fasting. In no instance was 
the reduction in blood-sugar greater than 12 
megs. per 100 ¢.cm. Age had no influence on the 
‘ate of fall. He also studied ten children, sub- 
ject to recurrent vomiting, between attacks, in 
the same way. In all of them the concentration 
of blood-sugar fell more than in the norma! 
controls. Acetone was also present in the ex- 
pired air after sixteen hours in nearly all, but 
was never found in the controls. 

The children who were studied in more than 
one attack showed some, but a varying, hypo- 
glycemia in all of them. Other children, how- 
ever, with similar elinical histories, had no 
lowering of the blood-sugar and some had hyper- 
elvcemia. It cannot be said, therefore, that 
hypoglycemia is the cause of recurrent vomiting 
in general. There are two possible explanations 
for the fact that the blood-sugar falls more 
rapidly in children subject to recurrent vomit- 
ing than in normal children; an_ insufficient 
store of glycogen or that the supply of bload- 
sugar is temporarily unable to meet the demand, 
that is, it is not sufficiently mobilized or it is 
used up too rapidly. He thinks the latter the 
more reasonable. Anesthesia, fever, overexer- 
tion or excitement, combined with a lessened 
intake of food, might, in a child with such a 
peculiarity of carbohydrate metabolism, cause 
hypoglycemia and thus precipitate an attack. 

In 1929 Josephs wrote another paper, based 
on the same cases discussed in his previous 
papers with four additional, entitled ‘‘Spon- 
taneous Hypoglycemia in Childhood’’ (Ameri- 
can Journal Diseases of Children, 1929, 38, 746). 
In the majority of cases an acute infection pre- 
ceded the attacks. In only two instances did 
fasting alone seem to be the only cause. He cites 
the fall of blood-sugar in Marathon runners in 
proof that hard play may be a cause of hypo- 
glycemia, and also his studies of blood-sugar in 
anesthesia, which showed a rise for a few hours 
and then a fall. He recommends dextrose in 
treatment. He thinks that repeated small doses 
are better than a single large dose. To prevent 
attacks in susceptible children avoid a long fast, 
even of all night. Give orange juice or dextrose 
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at once, if any infection. Give dextrose before 
anesthesia or operation. Marked fatty change 
in the liver was the most marked pathological 
change in the fatal cases. This, however, is 
merely the evidence of profound intoxication of 
some sort. The fatty change is probably see- 
ondary not primary. He calls attention to the 
similarity between the picture of hypoglycemia 
with attacks in these patients and the svmptom- 
complex spoken of as ‘‘recurrent vomiting’’. 
Ile speaks of the lower value of the blood-sugar 
in infaney than later and the inereased lability 
at this age. He believes that in certain in- 
stances this lability persists into childhood and 
may explain the constitutional factor in the 
hypoglycemic syndrome. 

Josephs has undoubtedly called attention to 
an important factor in the etiology of econvul- 
sions and ‘‘reeurrent vomiting’’ in early life. 
Clinical experience in many places has cor- 
roborated his opinion. He does not claim, how- 
ever, that all eases of convulsions, not due to 
evident organic disease of the brain or meninges, 
or all eases of severe vomiting, are due to hypo- 
glycemia. This, however, is what many of the 
younger practitioners and enthusiasts, both 
young and old, seem to think. At any rate, if 
the physician is able to give dextrose intra- 
venously, the patient gets some, whenever it 
vomits or has a convulsion. Perhaps it may be 
safer that way, as it may do good, and probably 
will not do harm, unless it prevents carrying out 
the good old-fashioned procedures of enemata 
and castor oil. 

Inspired by Josephs’ paper, Dr. J. P. Crozer 
Griffith studied a number of cases which he re- 
ports under the title of ‘‘ Hypoglycemia and the 
Convulsions of Early Life’’ (J. A. M. A., 1929, 
93, 1526). He reports two cases of convulsions 
in ehildren associated with hypoglycemia and 
relieved by dextrose intravenously. In one of 
these patients epinephrin restored him to con- 
sciousness on two occasions. The blood-sugar 
was raised presumably by the mobilization of 
glycogen by this drug. He reports two cases 
with acute infections in which the blood-sugar, 
without fasting, was low, but in which there 
were no convulsions. He also reports three 
cases of convulsions in children, manifestly due 
to organie cerebral lesions, in which the blood- 
sugar was low at the time of convulsions. 

* He says that it does seem to be true that there 
appears to be a decided tendeney for convulsions 
to develop in the early morning before breakfast, 
yet in one of his eases, that had had many con- 
vulsions before breakfast, a convulsion occurred 


‘three hours after breakfast and the blood-sugar 


was very low. In two other eases also convul- 





sions occurred after meals and the blood-sugar 
was low. He notes that ‘‘every child wakes in 
the morning after the night’s short fast; that if 
the fasting per se produces a low blood-sugar, 
then every child should have hypoglycemia at 
this time of day, and that if hypoglycemia is the 
eause of the convulsions, then every child should 
exhibit this on waking. It is obvious, since none 
of these thines oceur, that some other factors un- 
known at present are at work either to permit the 
fasting to produce the hypoglycemia or to cause 
the hypoglycemia to produce the convulsions, if, 
indeed, there is any etiologic relationship.’’ He 
notes that it is very common for a child to de- 
velop a slight digestive disturbance with fever, 
loss of appetite and perhaps vomiting. He may 
eo to bed in this condition and awake with fever 
persisting and possibly a continuance of vomit- 
ing. The occurrence of a convulsion in com- 
bination with this syndrome is_ repeatedly 
witnessed by every physician. If this oceur- 
rence is compared with the number of cases 
which exhibit the other symptoms, but no con- 
vulsions, the relationship is distinctly common. 
It is evident again that even the combination of 
short starvation with fever needs something 
more to produce the convulsive attacks. 

His studies justify Josephs’ opinion that there 
does not appear to be any fixed level at which 
convulsions in children may be expected to oc- 
eur, even in the same individual; and this is still 
more true of children as a class. He then dis- 
cusses the therapeutic tests. In one case, in 
which the convulsions were surely epileptic, al- 
though the blood-sugar was only 38 mgs., the 
intravenous injection of dextrose had no im- 
mediate effect on the symptoms. This was to he 
expected, as Lennox and Cobb have shown that, 
as a rule, there is no connection between hypo- 
glycemia and the occurrence of epileptic attacks. 
The almost instant recovery, on several occasions, 
in one of his cases and also in another, both with 
low blood-sugar, seems to show that the hypo- 
glycemia was the cause in these eases. He 
concludes that in convulsions in children there 
is probably a frequent association between this 
disorder and the existence of a low blood-sugar 
content. Whether, however, this is an etiologic 
relationship cannot be determined from these in- 
vestigations ; and they show, further, that a low 
blood-sugar may exist without the occurrence af 
convulsions. In some instanees at least, the con- 
clusion is justified that a causative relationship 
of hypoglycemia to convulsions may be reason- 
ably assumed. 

Dr. Griffith’s conclusions seem to be sane and 
conservative. It will be well if the enthusiasts 
bear them in mind. 
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CASE 16111 


CHRONIC PANSINUSITIS AND MASTOID- 
ITIS AND MAJOR SEQUELAE 


MepicaL DEPARTMENT 


An American-born kitchen man _ thirty-two 
years old entered from the Emergency Ward 
on September 20 complaining of indigestion and 
headache of nine days’ duration. 

Records of the Eye and Ear Infirmary show 
that he entered June 38, three months and a 
half before entering the Massachusetts General 
Hospital, complaining of obstruction of the nose 
for years, especially on the left side. Exami- 
nation showed deviated septum. X-ray examina- 
tion showed beginning destruction of the right 
mastoid and marked thickening of the left. The 
right antrum was curetted out and a large open- 
ing made into the nose. Both eardrums were 
perforated, with scanty discharge from the right 
ear. The urine showed a trace to a high trace 
of albumin at this time, specific gravity 1.018 
to 1.024. July 12 he was discharged with a diag- 
nosis of right maxillary sinusitis and mastoid- 
itis, bilateral chronic sinusitis and erysipelas. 
At a second admission August 28 two more op- 
erations under local anesthesia were done, re- 
section of the cartilage and bone of the septum 
and left ethmoideectomy and opening of the in- 
tranasal antrum. At this time two of three 
specimens of urine showed a trace to a faint 
trace of albumin. Beginning September 11 he 
had dull steady headache, nausea, anorexia and 
intermittent vomiting, persisting until admis- 
sion to the Massachusetts General Hospital. A 
diagnosis of chronic pansinusitis was made. 
September 15 he was discharged from the In- 

firmary. 

‘  Sinee leaving the Infirmary his face had been 
puffy and dull frontal headache had persisted. 
On September 18 he noticed smoky urine. For 
two nights before entering the Massachusetts 
General Hospital he had been sleepless and 
twitchy. He had constant sour eructations and 
alternate constipation and diarrhea, chiefly the 
former. He insisted that for the past two weeks 
he had had no marked oliguria. He had how- 
ever felt very thirsty. September 19 the dull 
headache became splitting and brought him to 
the Emergency Ward. 

His family history is unimportant. 

His past history is negative except that for 





years he had been a mouth breather and had 
had frequent headaches. 

Clinical examination showed a fat man with 
an edematous face, resting his forehead on his 
hand, breathing 75 per cent through the mouth 
and 25 per cent noisily through a partially ob- 
structed nose. Tonsils large and puffy. T[.oea- 
tion of the apex impulse of the heart not re- 
corded. Left border of dullness 9.5 centimeters 
to the left, 1.5 centimeters outside the mid- 
elavicular line. Right border and supracar- 
diae dullness not made out. No other abnor- 
malities recorded. Blood pressure 185/120 at 
admission to 90/60 the day of death. [Lungs 
clear and resonant. Upper abdomen showed 
slight tenderness and voluntary spasm through- 
out. Pupils normal. Knee jerks hyperactive. 

Urine: 30 to 65 ounces, specific gravity 1.006 
to 1.018. A two-hour test showed the specific 
gravity 1.006 to 1.012, + total output, day 625 
e.c., night 900 ¢c.c. A very large trace to a trace 
of albumin at all of eleven examinations. Three 
specimens of sediment showed occasional to many 
leukocytes, three others loaded with leukocytes, 
occasional to many red cells at seven tests, coarse 
granular and waxy casts at six of nine examina- 
tions. Renal function 15 to 30 per cent. Blood: 
hemoglobin 60 to 70 per cent, reds 3,240,000 to 
3,670,000, achromia and increased platelets, 
leukocytes 22,900 to 16,500, polynuclears 90 per 
cent. Hinton negative. Non-protein nitrogen 
87 at admission, 71 September 26, 115 Septem- 
ber 28, 73 October 7 and 100 October 8. Creat- 
inin 6 to 2. COs combining power 57 to 33.7 
volumes per cent. 

Temperature 97.4° to 101°. 
Respirations 20 to 35. 

X-ray examination showed all the sinuses 
dull, the dullness simulating retained secretion ; 
probably pansinusitis. 

On September 22 the face was swollen, red 
and tender under the right eye. An eye consult- 
ant advised a nose and throat consultation. One 
throat consultant thought there was an acute 
sinus. Another thought the appearance sug- 
gested erysipelas. A skin consultant thought 
there was not a definite erysipelas, although 
there was evidently infection in the skin. A 
third throat consultant thought there was «vi- 
dently an acute right ethmoiditis, and advised 
transfer to the Eye and Ear Infirmary. Sep- 
tember 25 the patient was transferred to the 
Infirmary. It was thought there that there was 
no indication for surgical intervention. There 
seemed to be no pus in the right ethmoidal ce!ls 
to account for the swelling. The patient was 
given hot saline nasal irrigations every three 
hours and transferred back to the medical wards 
the following day with the eye condition and 
the general condition much improved. By Sep- 
tember 29 he showed’ no edema except a slight 
trace in the face. He continued to show dis- 
“aaa though slight improvement until Octo- 
er 5. 


Pulse 80 to 129. 
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Then he began to go steadily downhill. He 
became extremely toxie, with much twitching 
and with signs of pericardial effusion. October 
6 a pericardial tap was done in the fourth in- 
terspace 1.5 centimeters outside the nipple line. 
25 cubie centimeters of blood-tinged fluid was 
withdrawn, not under positive pressure and com- 
ing through the needle at only one phase of the 
eardiae eyele. October 7 another tap in the fifth 
space just to the right of the sternum gave 175 
cubic centimeters of grossly bloody — fluid, 
1,100,000 red cells. The needle was removed be- 
fore all the fluid was withdrawn. It flowed 
freely and was not ventricular. The tap was 
followed by relief of the dyspnea. October 8 
the patient died. 


CLINICAL DISCUSSION 


BY A. V. BOCK, M.D., AND 
GEORGE W. THLOLMES, M.D. 


NOTES ON THE HISTORY 


Dr. Bock: The history is very deficient. Very 
few men of this type would enter the Eve and 
Ear Infirmary with merely the complaint of 
‘‘obstruction of the nose.’’ In view of the ex- 
amination it does not seem that the man would 
have all this pathology with the sole symptom of 
obstruetion of the nose. He must have been 
fairly sick at one time or another. 

Erysipelas of course is a fairly common com- 
plication of this general type of infection. 


NOTES ON THE PHYSICAL EXAMINATION 


‘“Tonsils large and puffy.’’ That interests 
me, that and the facet that the man had all this 
evidence of mastoid, antrum and sinus infee- 
tion and trouble with both ears, and yet these 
tonsils were allowed to remain in place,—prob- 
ably the original focus of all his trouble and the 
kind of thing we should want removed in deal- 
ing with the problem he presented when he first 
came to the hospital in June. 

I think that the two-hour test is on the whole 
one of the best tests of the kidney funetion that 
we have. When that finding occurs—gravity 
1.006 to 1.012—the diagnosis of chronic neph- 
ritis is practically made. The limit of normal 
output during the night should not exeeed 600. 
The increase indicates failure of the kidney to 
concentrate and is a very good index of neph- 


-ritis. If it were not for the fact that he has had 


sepsis for months I think an anemia of 3,200,000 
would go perfectly well with chronie nephritis 
that had advaneed toward a terminal stage. 
Very few cases of chronie nephritis come to 


- death without developing an anemia. The in- 


ereased blood platelets are very characteristic 
of the type of infection that he has. Any sub- 
acute or chronie infection may cause an in- 
creased output of blood platelets. His blodd 
count of course is unusually high if one takes 
into account only the infection in the head. If 





the history is correct that he passed smoky urine 
before he came in—and the microscopic picture 
suggests that it is correct, because they found 
blood in the urine—it suggests that he has an 
exacerbation of chronie nephritis. 

Erysipelas is sometimes a very difficult diag- 
nosis to make. We see erythema of the ski 
sometimes with sharply demarcated margins, and 
often it is a question whether we are dealing 
with erysipelas or cellulitis not due to real ery- 
sipelas infection. 

Terminal pericarditis does not help very munch 
in the underlying diagnosis. We know that 
pericarditis occurs as a terminal incident in a 
ereat many conditions. We know it is a ¢om- 
mon terminal finding in nephritis, and in this 
case it appeals to me as being a part of the 
terminal pieture of a chronie nephritis. 





DIFFERENTIAL DIAGNOSIS 


The origin of his nephritis and how long he 
has had nephritis we cannot say. The amount 
of blood and white cells and casts in the urine 
suggests an acute nephritis. I think there is 
some stirring up of an older nephritic process 
in these kidneys. He has had enlargement of 


‘the heart, high blood pressure, low specifie grav- 


ity, all earmarks of chronic nephritis. In this 
case in a man of thirty-two we do not expect this 
to be the arteriosclerotiec type of nephritis with 
the small granular type of kidney but presum- 
ably a kidney of fairly normal size with the 
process in the glomeruli, although we have made 
predictions often enough on the wards to find 
that all sorts of guesses may be wrong at autopsy. 
I should say that the small arteriosclerotie type 
of kidney does not occur at thirty-two years of 
age except as the end result of prolonged bac- 
terial endocarditis. In this patient at this age 
I should say that while all the rest of the pic- 
ture—the high blood pressure and the reten- 
tion of nitrogen and the fixation of specific ¢rav- 
itvy—are like that type of nephritis, it would be 
unusual to see it. He had a rather widespread 
infection. It is difficult to say what the origin 
of that infection was, but it might very well 
have started from the tonsils. 

Dr. GeorGE W. Houtmes: This film was taken 
for study of the mastoids. The dark ronnd 
spots are thé bony canal and these wing-like 
shadows on each side are the mastoids. The 
film is taken so that we have the opportunity 
to compare one mastoid with the other. The 
white ring around the canal is normal. That 
is the dense part of the mastoid. Beyond that 
you see bubble-like shadows that represent mas- 
toid cells. Dr. MaeMillan interpreted this film 
as disease of the mastoid on both sides, and I 
would not attempt to change his interpretation. 
He sees a great many more of these things than 
I do. The points we look for are thickening of 
the wall and general haziness in appearance, 
and later on complete obliteration of cells. 

These films are taken to show the nasal and 
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frontal sinuses. The dark areas on each side 
are the frontal sinuses. In this region are the 
ethmoidal and sphenoidal sinuses. It is quite 
obvious that the antra are dull. The ethmoidal 
and sphenoidal are also dull. I think there 
might be a question as to whether the frontals 
are normal or not. The difference in density is 
slight, and of course that varies with the depth 
of the sinuses. From this film you can get some 
idea of the depth of the sinus and the thickness 
of the wall in front of it. If you have a heavy 
anterior wall and a shallow sinus, the shadows 
are more dense than in the reverse of this condi- 
tion. This patient has a rather shallow sinus 
and heavy anterior wall and one might say they 
were normal. Another point of some value is 
sharpness of the edge of the sinus. This seems 
to me to be fairly sharp. There is no donbt 
of disease of the antrum, probably of the 
ethmoid region, and questionable sinus disease. 


This chest film was taken on June 5. The 
lung fields are about what we should expect. 
There might be a question of some thickening 
in the upper part of the left lobe, but that is 
very slight and I do not believe it has anything 
to do with this clinical trouble. The apex is a 
little dull. You might find some searring of the 
apex and probably some thickening of the pleura 
on that side. I should not expect an extensive 
involvement in the lung. There is nothing ab- 
normal in the size of the heart and the appear- 
ance of the great vessels, although that film is 
not taken for the heart. It certainly does not 
give the impression of a large heart; and if 
he has had a long-standing nephritis with high 
blood pressure we should expect some change in 
the heart. The change in the upper portion of 
the left lung is rather more noticeable in this 
later film. It is not likely there would be such 
a change in a patient in that period of time. It 
is probably due to a difference in the films. This 
was probably taken with a little more penetrat- 
ing light than the previous one. While the 
heart shadow is a little round and there is prom- 
infence of the curve of the left ventricle, we have 
very little on which to base a statement that 
the heart is enlarged. 


Dr. Bock: The problem of the cause of the 
nephritis of course is interesting. We see neph- 
ritis complicating searlet fever. Nephritis is 
often associated with acute infections. We get 
a history oftentimes of acute nephritis follow- 
ing severe tonsillitis. That is not very uncommon 
in children, I think more common than it is in 
adults. The question in this case is whether 
the damage to the kidneys has had its origin 
in the sepsis throughout the sinuses and antra 
or whether it got started some time before that, 
possibly through the tonsils. I do not think we 
can answer that. One is inclined to tie the two 
together, especially in view of the fact that the 
X-ray findings do not substantiate the finding 
of a very big heart and the physical examina- 
tion did not show that the man had anything 





like the maximal hypertrophy we see in nephritis 
of long standing with such urine findings. 

I should say considering the age of the patient 
and the infections in the sinus, antrum and mas- 
toid that the patient died of chronic glomerular 
nephritis. 

A Stupent: Was the blood from the peri- 
eardial fluid traumatic? 

Dr. Bock: It is hard to say. I think there 
was more blood there than in straight peri- 
eardial fluid. It probably was traumatic. 


CLINICAL DIAGNOSES (FROM HOSPITAL RECORD) 


Chronie nephritis. 
Pansinusitis. 
Uremia. 


DR. A. V. BOCK’S DIAGNOSES 


Chronic glomerular nephritis. 
Infections in the sinuses, antra and mastoids. 
Terminal pericarditis. 


ANATOMIC DIAGNOSES 


1. Primary disease. 
Subacute glomerular nephritis. 
2. Secondary or terminal lesions. 


Terminal pericarditis. 

Hypertrophy of the heart. 

Completely organized lobar pneumonia, upper 
lobes of both lungs. 


Patuouocic Discussion 
BY TRACY B. MALLORY, M.D. 


We did find nephritis at autopsy. The kidneys 
were slightly above normal in size, 360 grams. 
In gross the capsules stripped easily, but on the 
pale surface were many hemorrhagic spots. The 
gross picture is that of subacute nephritis of a 
few months’ to a year’s duration. There was a 
terminal pericarditis. The heart was consider- 
ably hypertrophied, 480 grams. 

The microscopic examination showed a marked 
glomerular lesion, with proliferation of endothe- 
lial cells and occlusion of the capillaries. There 
was practically no atrophy of the tubules such as 
occurs in the chronic stage, but we found a slight 
unquestionably recent acute tubular process as 
well as the glomerular one. I should certainly 
guess from the history that the entire renal in- 
volvement was less than six months old. We 
have a history of sepsis of not more than four 
months, and I think the kidney lesion started 
about simultaneously. If this is so we must 
assume that the heart hypertrophied up to 480 
grams in four months, for that is the period be- 
tween the time of the X-ray film Dr. Holmes 
showed us and the time of autopsy. I know of 
no figures on the question of the rapidity of car- 
diae hypertrophy, so that the case is quite in- 
teresting from that point of view. 

There was another autopsy finding of consid- 
erable interest which was impossible to diagnose 
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on the face of the records, and that was a com- 
pletely organized lobar pneumonia of both up- 
per lobes. It is rather striking that there should 
have been no physical signs to show for it at the 
time he was in the hospital here. The infectious 
process was all over at the time of autopsy and 
his lungs was pretty well fibrosed- Of course 
something would have shown if he had had a 
second X-ray at this time but apparently noth- 
ing was found to suggest taking one. The so- 
called unresolved pneumonia, a diagnosis I was 
taught to avoid like poison in medical school, 
since it so commonly proves to be empyema, 
nevertheless does occur. This is about the fifth 
or sixth case of organized pneumonia we have 
had in a year. 

Dr. Hommes: Was there anything at autopsy 
to account for the retracted apex? 

Dr. Matuory: No. I did not find anything 
that helps. 

Dr. Bock: It is interesting that kidneys 
which showed what these did should have put 
out urine showing so much fixation of specific 
gravity, characteristic of old scarred kidneys. 





CASE 16112 


A CASE OF CHRONIC URINARY 
INFECTION 


UroLoGicAL DEPARTMENT 


An American carpenter thirty-three years old 
entered May 1 complaining of frequency and 
burning on micturition of five or six years’ dura- 
tion. 

Thirteen vears before admission he had cath- 
eterization following appendectomy. The cath- 
eter was passed six or seven times. Urinary dis- 
turbances began at that time and had persisted 
ever since with increasing severity. Five years 
before admission he was treated for stricture of 
the urethra. He had frequency and burning 
micturition. A cystoscopie report from the hos- 
pital where he was seen at that time states: 
‘*The left ureter was catheterized and urine con- 
taining a few leukocytes and red cells with- 
drawn. No tubercle bacilli were found. Fune- 
tion 10 per cent in half an hour. The right ure- 
teral orifice was said to be sclerosed. It could 
not be catheterized.’’ He was operated upon for 
diverticulum of the bladder. Bladder irriga- 
tions were attempted but had to be given up be- 
cause the pain was so intense that he could not 
endure it. The frequency continued. February 
24, a year and three months before admission, he 
came to the Out-Patient Department of this hos- 
pital. The urine showed the slightest possible 


‘trace of albumin, many leukocytes, 3 red cells 


per high power field. A culture showed strep- 
tococcus viridans. Non-protein nitrogen 31 mil- 
ligrams. A guinea pig test was negative for tu- 
bereulosis. The bladder was washed. He did 
not return to the Out-Patient Department for a 
year. Then his symptoms increased, and Febru- 
ary 6, three months before admission to the 





wards, he returned. The residual urine was one 
ounce. The right kidney was palpable. At X- 
ray examination the kidney outlines were not 
well shown. The left kidney appeared larger 
than normal. There was an irregular calcified 
mass overlying the sacrum, probably a calcified 
gland. Cystoscopy showed the bladder mucosa 
red and generally inflamed, with much exudate 
over the base. No diverticula were seen. Both 
ureteral orifices were hills of edema. The cath- 
eter was passed up the right ureter for 15 centi- 
meters with difficulty. The catheter was en- 
gaged in the left ureter but could not be passed. 
In the Male Medical Department no tuberculosis 
of the lungs was found. A diagnosis of chronic 
bronchitis was made. February 19 a pyelogram 
showed that the injected right ureter and kidney 
pelvis were abnormal. The major ecalices were 
elongated and narrow. The.usual cupping of the 
minor calices was normal. The ureter appeared 
dilated and tortuous. Several areas of constric- 
tion were possibly present in the ureter. The 
left kidney appeared larger than the right. The 
pelvis of the right kidney was small. The dense 
irregular calcified mass overlying the sacrum 
was still present though it had shifted its posi- 
tion. 


In the wards the patient gave a history of 
pain beginning at the end of the penis every 
forty minutes. It took some time to start the 
flow of urine. As soon as he passed 25 to 100 
cubic centimeters the pain was relieved. Pyuria 
and albuminuria had been constant. His physi- 
cian had been treating him with urotropin. Re- 
cently when he strained to urinate he had a few 
small bowel movements. His frequency was now 
fifteen times by day and eight to ten times by 
night. He had lost no weight. 

His family history is not significant. 

He had a peritonsillar abscess when young. 
Nineteen years before admission he had ton- 
sillectomy and submucous resection. Eleven 
years before admission he was gassed in France. 
The following year he had glands in the left 
side of the neck persisting for two months. 
About a year later he began having ‘‘asthmatic 
attacks’’ with cough and frequent sputum. These 
persisted until admission, though he had had 
only two in the past year. He was rather sus- 
ceptible to ‘‘¢olds,’’ and when he had them was 
quite ill, with much cough and sputum and 
slight dyspnea. 

Clinical examination showed a thin young man 
with poor muscles. On expiration constant mu- 
sical rales were heard in both lungs anteriorly. 
The lungs showed normal resonance. Heart 
sounds very distant. Apex impulse not seen or 
felt. No enlargement to percussion. No mur- 
murs or other abnormalities. Pulses and ar- 
teries normal. Blood pressure 120/88. Slight 
costovertebral tenderness in the left loin. <Ab- 
dominal wall relaxed. A median suprapubic 
scar extending to two inches below the umbilicus. 
There was a definite hiatus in the muscle wall 
in this sear. Right MeBurney’s scar. 
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Before cystoscopy urine cloudy, specific grav- 
ity 1.014, a very slight trace of albumin. Sedi- 
ment, 15 leukocytes per high power field. Renal 
function in two hours 80 per cent. Non-protein 
nitrogen 31 milligrams. Hinton negative. 

May 3 cystoscopy was done. The observation 
cystoscope was passed with some difficulty to the 
bladder. Instrumentation was quite painful. 
The bladder was very intolerant. Except for a 
considerable degree of cystitis nothing definite 
was made out. The function for the right ureter 
was 5 per cent, for the left 3 per cent. Urine 
from right ureter showed many red cells, no 
leukocytes. That from the left showed a moder- 
ate number of red cells, 5 to 10 leukocytes per 
field, with a few clumps. Cultures from both 
urines were sterile. 

The patient was put upon constant drainage. 
There was a little bleeding after the cystoscopy 
stopped by hot irrigations of boric with adren- 
alin. He ran a little temperature and had sore- 
ness in the costovertebral angles. May 7 pyeloli* 
was started. May 8 the patient was better and 
May 10 was up in a chair with the temperature 
down. 

May 13 a second cystoscopy was done. 


CLINICAL DISCUSSION 
BY GEORGE GILBERT SMITH, M.D. 


The history up to this point is that of a long- 
continued urinary infection which apparently 
was started by catheterization, and was kept up 
by a bladder diverticulum. The removal of this 
diverticulum did not clear up the infection. As 
so often happens in eases of this sort, the blad- 
der neck became sclerotic and contracted. Tu- 
berculosis was ruled out by guinea pig test. The 
infection involved both kidneys, and the ureters 
showed considerable dilatation. This dilatation 
was probably due to two factors, (1) obstruction 
at the vesical wall caused by the frequent spastic 
contractions of a hypertrophied bladder, and (2) 
replacement of the musculature of the ureter by 
fibrous non-contractile tissue. This local condi- 
tion was found in a thin, asthenic young man 
whose powers of resistance had been much di- 
minished. 


FurtHER History 


The second cystoscopy was done under a small 
dose of spinal anesthesia with entire absence of 
discomfort to the patient. The bladder urine 
was turbid. The bladder was generally red- 
dened. There was a good deal of pus on the 
base. No diverticular orifice could be seen. 
Just above the trigone there was an irregular 
round area which was either neoplasm or a large 
collection of pus and mucus. Bleeding very 
quickly obscured the view and it was impossible 
adequately to examine the bladder. Both ure- 
teral orifices were seen and except for the sur- 

*A Danish preparation, tablets containing 0.6 gm. calcium 


chloride with a coating of about 0.3 gm. of phenyl salicylate. 
(ntended as a urinary antiseptic. 





rounding inflammation did not seem remarkable. 
Catheters passed in both sides. A little difficulty 
was found in passing the catheter the full dis- 
tanee to the kidney. 

Bilateral pyelograms showed the kidney out- 
line apparently normal. There was an anatomic 
variation in each kidney pelvis characterized by 
an unusually long upper calyx ending in a rudi- 
mentary pelvis with several minor calices 
branching out from it. The right pelvis and 
ureter showed about the same dilatation as be- 
fore described. There was also moderate dilata- 
tion of ‘the left ureter. The calcified masses 
previously described over the sacrum were still 
present. 

May 15 operation was done. 


FuRTHER DISCUSSION 


The object of the operation was to provide 
opportunity for thorough examination of the 
bladder and to substitute suprapubic drainage 
for the obviously ineffectual urethral drainage. 


PRE-OPERATIVE DIAGNOSIS 
Chronie cystitis. 
OPERATION 


Ether. The bladder was opened and _ thor- 
oughly inspected. The wall was moderately 
thickened, but the size of the bladder appeared 
normal. The mucosa was generally smooth and 
pale. In the dome was a cluster of small wormy 
ulcerations corresponding with the area which 
had been seen through the cystoscope. Both 
ureters appeared rather tight, so the orifices 
were cut back with a diathermy knife. The 
bladder outline was found to be very tight and 
fibrous. <A good sized segment was removed with 
the diathermy knife, thus opening the orifice. 
The bladder was closed about a tube. 


PATHOLOGIC REPORT 
Chronic inflammation. 
FurtTHER DISCUSSION 


A localized ulcerative cystitis was found 
which was thought to account for the patient’s 
bladder symptoms. The cause of the ulceration 
was thought to be the intense infection which 
was kept up by urinary retention in the dilated 
ureters and by the tight bladder outlet. All 
that could be done to remedy these conditions 
was done. 


FurtHer History 


The patient was troubled with his asthmatie 
condition following the operation. Benzoin in- 
halations helped this. The wound healed slowly. 
May 25 the tube came out and was replaced by 
a mushroom catheter. June 9 he was dis- 
charged. 

History of interval. For the next five months 
he felt fairly well. Early in November he had 
the suprapubic tube removed and the supra- 
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pubic fistula promptly closed. After that he 
had frequency increasing until he urinated 
nearly every ten minutes morning and night, 
with extreme burning on micturition, made 
worse when he tried to retain his urine. After 
the removal of the tube he had specks of blood 
in the urine. Beginning November 24 the urine 
showed gross blood. Throughout the six months 
‘e had his old cough, relieved somewhat by 
smoking a special brand of cigarettes. He gained 
weight during the first five months and a half, 
increasing from 115 pounds to 135. During the 
last two weeks of the interval he dropped back 
to 116. 

Second admission. December 2, six months 
after his discharge, he reéntered. 

On clinieal examination he was emaciated, 
breathing hard and complaining of burning 
around a catheter which had been fastened in 
the urethra. Skin dry and pale. Small shotty 
cervical and axillary glands. Tongue and throat 
red and dry. Chest somewhat sunken in at 
lower rib margins in front. Ribs very promi- 
nent. Lungs full of crackling and squeaking 
rales. Heart sounds of fair quality; hard to 
hear because of rales. Apex impulse not re- 
corded. Left border of dullness 9 centimeters 
to the left of midsternum, .5 centimeter outside 
the midelavicular line. Right border at the ster- 
num. Supracardiac dullness not recorded. <A 
systolic murmur. Artery walls palpable and 
tortuous. Blood pressure 130/80. Abdomen 
tense, not easily palpated. Broad median scar 
in the lower abdomen with a very thin covering 
over the intestines,—a potential hernia. Sear 
of the appendix operation on the right. Ex- 
treme tenderness at the rectal orifice and 
throughout the rectum. Shins sharp. Pupils 
equal, regular, reacted sluggishly to light and 
distance. Knee jerks normal. 

Amount of urine 48 to 188 ounces daily, usu- 
ally 60 ounces or more. Before operation urme 
alkaline at all of four examinations, cloudy at 
three, red at one, specific gravity 1.006 to 1.012, 
a slight trace to a large trace of albumin at all 
examinations, sediment loaded with red cells 
onee, 10 to 15 per high power field at another. 
Blood: hemoglobin 70 per cent, reds 3,870,000. 
Non-protein nitrogen 43. 

Temperature elevated to December 18, rang- 
ing from 99.5° to 102.6° daily, normal to De- 
cember 22, then 96.1° to 100° until operation. 


_Pulse before operation 160 to 72. Respiration 


slightly rapid for the first week, to 32, after- 
wards normal except for increase to 40 Decem- 
ber 17 after transfusion. 

X-ray examination. The lumbar spine and 
pelvis showed no definite evidence of metas- 
tases. Overlying the sacrum there was an ir- 
regular area of calcification possibly due to eal- 
cified glands or possibly foreign material in the 
bowel. The film showed slight motion. 

December 7 a heart consultant reported: 
‘“This patient seems to me to be in very poor 
general condition. He looks the picture of 





chronic sepsis, presumably of the lungs and blad- 
der. He is a problem for a chronic hospital. 
The cardiovascular system seems negative. If 
operation is done I would suggest transfusion. 
Get blood examination.’’ 

The patient was very uncomfortable at first, 
with constant burning in the urethra. He was 
put upon constant drainage. By December 8 
he was more comfortable. Carious teeth were 
extracted. December 16, 300 cubie centimeters 
of blood were transfused. December 23 the eath- 
eter was removed but had to be replaced two 
days later because of strangury. He made 
eood improvement. 

January 5 operation was done. 


Furtuer Discussion 


This course was decided upon only after 
much thought and consultation by the staff. It 
was believed that the patient was toxic from 
his renal infection, and that this infection could 
not be zleared up except by direct drainage of 
the kidneys either by nephrostomy or by ure- 
terostomy. After fair trial of suprapubie drain- 
age of the bladder, his condition had not been 
improved. It was decided therefore to do a per- 
manent ureterostomy. 


-RE-OPERATIVE DIAGNOSES 


Chronic cystitis. 
Chronic pyelonephritis. 


OPERATION 


Ether and spinal novocain. Median supra- 
pubic incision. The peritoneum was stripped 
off the right pelvic wall and the ureter found 
to be dilated to the diameter of 1.5 centimeters. 
Just before entering the bladder it ran into a 
mass of sear tissue two centimeters in diameter. 
The ureter was cut as low as possible. The lower 
end showed a tortuous channel and several strie- 
tures. The ureter was resected at a point above 
this obstruction and a soft rubber catheter 
passed to the kidney pelvis. The ureter was 
brought out through a stab wound just inside 
the right anterior-superior spine. It was under 
some tension. A similar procedure was followed 
with the left ureter, which was also markedly di- 
lated and strictured at the lower end. The 
process was however not quite so marked as in 
the right. Rubber drains were placed to both 
sides of the pelvis and to the iliae fossae. The 
wound was closed carefully about these drains 
in an attempt to obliterate the hernia. 


PATHOLOGIC REPORT 
Chronie inflammation. 


FURTHER DISCUSSION 


The findings at operation justified the opinion 
previously held that the pyelonephritis was 
being kept up by obstruction at the lower ends 
of the ureters. The degree of obstruction was 
indeed much greater than had been expected. 
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FurtHer History 


January 9 there was fair drainage from both 
ureterostomies. The patient’s chest filled up 
with loose moist phlegmy rales. January 11 the 
right foot seemed practically paralyzed. It ro- 
tated internally. January 13 all the suprapubic 
stitches except the through and through stitches 
and all the stitches about the ureteral openings 
were removed. Both ureters were draining well. 
The cough was somewhat better. 

January 19 the patient was irrational, with a 
pulse of 195, temperature 103.5°, respirations 
30. The following day he died. 


FurtTHER DIscUSSION 


The postoperative course was what might have 
been expected in a patient so depleted by sepsis. 
There was no definite change in his condition, 
but merely a gradual failure. His kidneys 
drained well. The fact that the improvement in 
renal drainage did not bring about an improve- 
ment in his general condition suggested that 
other foci of infection were still active. There 
was extensive suppuration from the abdominal 
sinus, but this could be washed out and drain- 
age appeared to be unobstructed. We knew 
the chronic pulmonary infection was still pres- 
ent, and thought that might be a serious drain 
upon his strength. The clinical causes of death 
were pyelonephritis, suppuration about the 
sinus, chronie bronchitis. 


ANATOMIC DIAGNOSES 
1. Primary disease. ° 
Chronie pyelonephritis. 
2. Secondary or terminal lesions. 


Acute endocarditis and myocarditis. 
Chronie and acute bronchiolitis. 





3. Historical landmarks. 


Cystostomy. 
Ureterostomy, bilateral. 


PatTHouocic Discussion 
BY TRACY B. MALLORY, M.D. 


This man presented at autopsy a picture of 
unusually generalized sepsis, and it is difficult 
to know which features of it were most impor- 
tant. Little information was added as to the 
genito-urinary condition. The ureterostomy 
wounds were in good condition, and there was 
no obstruction to drainage. The ureters were 
dilated, their walls thickened. The pelves 
showed rather little evidence of involvement, but 
both kidneys were much enlarged and showed a 
diffuse interstitial infectious process with sce- 
ondary destruction of the tubules and to a less 
extent of the glomeruli. The bladder still showed 
a marked eystitis. 

The lungs showed an extremely extensive 
bronchiolar involvement. Some of the bron- 
chioles were dilated and filled with pus to form 
small bronchiectatie cavities. Others showed de- 
struction of the mucosa and ingrowth of fibrous 
tissue, a process, suggesting bronchiolitis oblit- 
erans. There was marked interstitial fibrosis 
and lymphoeytie infiltration of the alveolar 
walls throughout the lung. 

The heart showed acute endocarditis and a 
foeal myocarditis. A contamination prevented 
us from determining the organism. A small 
septic focus was found in the pancreas and nu- 
merous small abscesses and one large abscess in 


the spleen. 
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A CONSULTING SERVICE FOR EPIDEMIC 
MENINGITIS 


A CONSULTING diagnostic service for epidemic 
meningitis under the auspices of the Depart- 
ment of Public Health and comparable with that 
now offered for poliomyelitis by the Harvard 
Infantile Paralysis Commission marks a for- 
ward step in communicable disease control. 
Upon request of the attending physician, a repre- 
sentative of the Department will see a case of 
suspected meningitis with him, and if so de- 





- sired will be ready to confirm the diagnosis by 


laboratory methods at the bedside. 

Every communicable disease presents special 
problems which must be met in attempting con- 
trol. For diphtheria the State now offers free 
diagnostic laboratory service; this same serv- 
ice for meningitis must be available at the bed- 
side. Attempts to check the spread of the dis- 
ease have been notoriously discouraging but 
early diagnosis and treatment have materially 
contributed to a lowered fatality. It is hoped 
that through the proposed service diagnostic 
facilities comparable to those found in large hos- 





pitals may be made readily available to every 
physician within the State. 

While the meningitis situation in Massachu- 
setts is not alarming, the inereasing prevalence 
throughout the country should prompt every 
practitioner to watch for the disease. The estab- 
lishment of a meningitis service is a valuable 
precaution against a future emergency. Its suc- 
cess will depend upon the reception accorded it 
by the profession. 





DEDICATION OF THE BAKER MEMORIAL 
HOSPITAL 


THe new Baker Memorial Hospital for peo- 
ple of moderate means was dedicated at the 
Massachusetts General Hospital on February 27, 
and the first patients were received on March 38. 
The dedicatory exercises took place in the 
rotunda of the Moseley Building, being opened 
with a prayer by Rev. Henry K. Sherill, ree- 
tor of Trinity Church and a trustee of the hos- 
pital. 

Addresses were made by Governor Frank G. 
Allen who lauded this new departure, and Ed- 
win R. Embree, of Chicago, president of the 
Julius Rosenwald Fund, which contributed to 
the building of the hospital and has offered to 
defray half the deficit for the first three years. 
Mr. Embree pointed out in his address that, 
while under conditions of poverty and de- 
pendenee, charity was a virtue and a human 
necessity, today the citizen of America does 
not require alms nor want charity. He wants 
and demands that in medical treatment, as in 
other necessities of life, agencies be so organ- 
ized that service will be good and efficient and 
costs correspondingly low. Under new condi- 
tions, Mr. Embree said, hospitals should take 
increasing pride in striving to have all their 
services so organized that each patient, even the 
low wage-earner, may pay as he goes for what 
he gets. 

George Wigglesworth, president of the hos- 
pital corporation, and William Endicott, chair- 
man of the board of trustees, described the years 
of planning which preceded the construction of 
the building, beginning with the idea started in 
1914 by Dr. Frederic A. Washburn, director of 
the Massachusetts General Hospital, and praised 
the generosity of Mrs. Mary Rich Richardson, 
who bequeathed $1,000,000 towards the build- 
ing in memory of her father, Richard Baker, Jr., 
and her mother, Ellen Maria Baker. After the 
exercises the building was inspected by the large 
number of guests, and tea was served. 

The first floor contains offices and the x-ray 
department, the second a clinical laboratory, a 
school for technicians and some rooms for pa- 
tients. The ninth floor is for obstetrical cases, 
and the eleventh for operating rooms. The 
building will eventually contain 333 beds, of 
which 189 are now available. Room charges 
vary from $4 a day for a bed in a nine-bed room 
to $6.50 a day for a single room. In a four- 
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BAKER MEMORIAL HOSPITAL. 


bed room the cost is $4.50 a day, and in a two- 
bed room $5.50 a day. Special medical and 
surgical fees will be arranged with a maximum 
of $150. The hospital will be staffed entirely 


by the staffs of the. Massachusetts General Hos- 
pital and the Massachusetts Eye and Ear In- 
firmary with Dr. W. Franklin Wood as super- 
intendent. 





MEDICAL ETHICS: WHAT IS IT? 


WHATEVER else medical ethics may prove to 
be on careful investigation it is not a system 
of rules of conduct which, based on the experi- 
ence of the past, is so formulated that it will 
apply exactly to every occasion in the future. 
‘‘New occasions teach new duties’’. 


In rejecting something which has come to us 
by tradition and in appropriating something 
that the insistent present offers, selection is nec- 
essary. Not everything from the past is to ke 
thrown away, not everything that the present 
urges upon us is to be ealled good. In accord- 
ance with what principle or principles shall we 
select ? 

In seeking for a criterion of what the physi- 
cian ought to do, which may help in answering 
also the more difficult question of what the 
physician may do, it is important to recognize 
the difference between a profession and that 
which is not a profession. The contrast sug- 
gests several antitheses. There is the profes- 
sional and the amateur. Clearly this is not the 
distinction we are seeking. There is the pro- 
fessional and the commercial. This is a closer 
approximation but one notes the development 
of the point of view that business also may be 
a profession. There is the professional and 
the trader. This brings us very close to what 
we desire, the distinction between a profession 
and a trade. 

The idea of a profession involves the idea of 
noblesse oblige. There is a certain obligation 
involved, a certain responsibility in medicine, 
arising out of what the physician is, and what 





the patient is and what their relations are, 
namely, a relational responsibility. 

In trade there were originally no obligations. 
Caveat emptor, let the buyer beware. Trade 
and barter are closely allied and there has come 
down to us in connection with the word ‘‘bar- 
ratry’’ (the same root as barter), a special form 
of deceit or cheating. In a trade it appears too 
often that one gets all one can and gives as 
little as possible. In a profession there is an 
additional factor, sometimes not clearly defined. 
It is recognized by trade and exemplified in 
some trade maxims. ‘‘Honesty is the best pol- 
icy’’. Strictly speaking policy should involve 
ethical considerations, but too often it means 
absence of such implication. ‘‘Service pays’’. 
‘*Ministering’’ to the needs of others, does not 
yet, in the trade sense ‘‘pay’’. 

Medical ethics comprehends the relations of 
the physician and the patient (and family), the 
physician and his fellow physicians, the physi- 
cian and the larger community of which he is a 
part. It is based on the Golden Rule, the appli- 
eation of which between individuals may be a 
little clearer than between an individual and 
society. 

An acute problem now, concerns advertising 
by a physician. To what extent is this proper? 
The term advertising, unless depolarized, and 
that is something hard for us to accomplish, has 
trade connotations which prejudice the reply. 
The correct professional attitude for the physi- 
cian is to seek to be known for what he is. This 
is so far removed from what is commonly meant 
by advertising that it seems better not to use 
that term. 
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In a small community ‘‘known’’ and ‘‘ known 
for what he is’’ soon may come to mean the same 
thing. Whatever a physician is, he is likely to 
be found out promptly in the small community. 
In the larger communities, as large cities, he 
may live for years without detection. He may 
become well-known through the newspapers, as 
often happens; and if nothing personally dis- 
creditable appears, it may give him prestige 
with a certain group of patients. Sometimes 
alleged personal disereditability is a paying ad- 
vertisement with certain other groups in the 
community. 

The physician seeks to be known for what 
he is by becoming a part of the community in 
which he makes his home. He shoulders respon- 
sibilities as husband and father, as a member of 
his family, of his elubs and societies, his profes- 
sion, his town or city and state, his church. He 
may consciously employ any or all of these to 
help him make money. But in so far as he does 
this he leaves a profession and enters a trade. 

The question is sometimes asked: why does 
not a physician advertise just as does a man in 
business? Of course, the answer is because he 
is not just as a man in business. The chances 
are that the ‘‘man in business’’ is a_ trader. 
The chances are that the physician is not a 
trader. Tle does not advertise as a trader be- 
cause he is not a trader, he is a member of a 
profession. 

The future will prove to be different from the 
past and the present in which we act is different 
from anything we have experienced before. 
There can be no exact formulation of rules 
which will cover every case that may present 
itself. There will always be a penumbrous field 
in which one person may see more clearly than 
another, and each one must do as he sees best. 
There is no intrinsie wrong if a physician ad- 
vertises, even as a trader. But if he does it, 
he is no longer the professional. The guiding 
principle with a profession is noblesse oblige. 
If there is no noblesse, there is, of course, no 
oblige. Perhaps this is one of the difficulties with 
so many doctors today. 
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Will you please discuss diabetes and pregnancy ? 


The occurrence of glycosuria during preg- 
nancy is common: the coexistence of pregnancy 
and true diabetes mellitus is rare, because the 
diabetic female of child-bearing age is nctori- 
ously unfertile. Von Noorden’s statistics, often 
quoted, indicated that in a series of 427 diabetic 
women reported by him only 5% became preg- 
nant. During the years 1916-1928 inclusive the 
house service of the Boston Lying-In Hospital, 
reporting the delivery of 15,869 patients, yielded 
only 22 deliveries of 20 diabetic patients. 

Each pregnant diabetic presents a problem 
which must be handled according to the cireum- 
stanees attendant upon the individual case. 
Whereas in pre-insulin days the occurrence of 
pregnancy in a severe diabetic was looked upon 
as a serious indication for abortion, so many 
such eases today can be earried safely along be- 
cause of the availability of insulin that no hard 
and fast determination to terminate pregnancy 
in the diabetic patient can be considered justi- 


, fiable. Each case must be handled upon its own 


merits. 

From the standpoint of diagnosis, the diabetic 
patient may be differentiated from the non-dia- 
betie according to two broad lines of classifica- 
tion: 

1. The patient who is known to be a diabetic 
before the occurrence of pregnancy. Here the 
history, the reports of previous blood-sugar de- 
terminations and urinalysis are of value. 

2. The patient who before pregnancy was not 
known to have diabetes, or in whom diabetes de- 
velops during gestation. In this type of case the 
typical symptoms of polydipsia, polyuria, and 
weight loss may occur in a striking way, but in 
their absence the diagnosis must be sought by 
careful and repeated urinalvyses, blood-sugar de- 
terminations, and measurement of the patient’s 
carbohydrate tolerance. 

The diagnosis of coexistent diabetes and preg- 
naney having been made, it is rational treatment 
to allow pregnancy to continue at least as long 
as the diabetes ean be controlled by diet and in- 
sulin. In this connection Joslin has written that 
“‘diabetes (in pregnancy) is amenable to treat- 
ment, but it tests one’s skill. From beginning 
to end the patients must be watched, the urine 
examined weekly, bi-weekly, and daily near 
term. . . . Severe acidosis can appear in a few 
hours. . . . Treatment of diabetes in preg- 
naney is along the very same lines as the treat- 
ment of diabetes apart from pregnancy, simply 
bearing in mind the sudden transition which 
may oceur in these individuals and the pains 
which must be taken to adapt the diet to their 
diabetic whims.’’ 





Inasmuch as the ability to carry pregnancy 
through to a successful termination in a diabetic 
patient is dependent upon (1) the severity of the 
diabetes, (2) the effect of advancing gestation 
upon the damaged maternal pancreas and cor- 
related endocrine glands, and (3) the effective- 
ness of treatment, it is impossible to give other 
than a guarded prognosis. The neglected or un- 
treated pregnant diabetic is exposed to the dan- 
gers of suddenly developing acidosis and coma, 
and of abortion, premature labor, and intra- 
uterine death of the fetus. If conscientious anti- 
diabetic treatment has failed to check the course 
of the disease, pregnancy should be terminated 
before viability of the child; (1) if toxemia su- 
pervenes; (2) if 30 calories per kilogram of 
body weight cannot be handled; (3) if hyper- 
elycosuria or acidosis persists. After viability, 
labor should be induced if the above conditions 
obtain, plus hydramnios and progressive weak- 
ness. 





Questions of a similar nature to the above will 
be discussed in the JouRNAL each week. They 
may be addressed to the Clerk of the Committee 
in care of the JouRNAL and will be answered by 
members of the Committee of the Section of 
Obstetries and Gynecology. 

a 


MISCELLANY 


MISTAKEN IDEAS ABOUT RABIES 


The common impression that rabies is especially 
a disease of warm weather is not regarded as true 
by the State Board of Health of Missouri because 
more virulent types of this disease have been en- 
countered in that state during winter months. 

Of the ninety-three positive heads received by 
this department in 1929, fifty-six were from rabid 
dogs during the winter months. 








WEEKLY HEALTH INDEX 


Telegraphic returns from 65 cities with a total 
population of thirty million for the week ending 
March 1, indicate a mortality rate of 14.7 as against 
a rate of 15.7 for the corresponding week of last 
year. The highest rate (24.4) appears for Trenton, 
N. J., and the lowest (6.9) for Des Moines, Iowa. 
The highest infant mortality rate (200) appears for 
Camden, N. J., and the lowest for Fall River, Mass.., 
Schenectady, N. Y., and Tacoma, Wash., which re- 
ported no infant mortality. 

The annual rate for 65 cities is 13.9 for the nine 
weeks of 1930, as against a rate of 17.2 for the cor- 
responding weeks of 1929. 

-————$< —___ 


RECENT DEATH 


McCLURE—Dr. WiLiiAm LIoNEL McCiure, a well- 
trained and popular young surgeon of Boston, died 
at the Massachusetts General Hospital March 10, 
1930, from a fracture of the skull received in an 
automobile collision in Cambridge the previous day. 

The son of John C. McClure, he was born in Law- 
ton, Oklahoma, 36 years ago, took an A.B. at Drury 
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College, Missouri, in 1916 and an A.M. at the Univer- 
sity of Illinois in 1919. Graduating from Harvard 
Medical School in 1923 he served as surgical house 
officer and then as surgical resident at the Massachu- 
setts General Hospital and engaged in private prac- 
tice. He was a Fellow of the Massachusetts Medical 
Society. 


-_ 
<p 








NEWS ITEM 
BOSTON CONTRIBUTORS TO A MEETING OF 
THE NEW YORK ACADEMY OF MEDICINE— 


On March 18, the New York Academy of Medicine 
will devote an evening to diabetes as outlined in the 
following program: 

The treatment of diabetes as influenced by— 

a. New aspects in its pathology (15 minutes), 
Shields Warren, Boston (by invitation). 

b. Diabetes in childhood (15 minutes), 
White, Boston (by invitation). 

e. The growing importance of pernicious anemia 
and coronary disease as complications (15 minutes), 
Howard F. Root, Boston (by invitation). 

d. The end result of patients undergoing treat- 
ment between 1898 and 1929 (20 minutes), Elliott P. 
Joslin, Boston (by invitation). 

Discussion: Frederick M. Allen, Nellis B. Foster, 
Henry R. Geyelin, Herman O. Mosenthal. 


Priscilla 








NOTICE 
NOTICE OF EXAMINATION FOR ENTRANCE 


INTO THE REGULAR CORPS OF THE UNITED 
STATES PUBLIC HEALTH SERVICE 


Examination of candidates for commission as As- 
sistant Surgeon in the Regular Corps of the U. S. 
Public Health Service will be held at the following- 
named places on the dates specified: 


At Washington, D. C., May 5, 1930. 
At Chicago, II1., May 5, 1930. 
At New Orleans, La., May 5, 1930. 
At San Francisco, Cal., May 5, 1930. 
At Stapleton, S. IL, N. Y., May 5, 1930. 


Candidates must be twenty-three years and not 
over thirty-two years of age. They must have been 
graduated in medicine at a reputable medical col- 
lege, and have had one year’s hospital experience 
or two years’ professional practice. They must sat- 
isfactorily pass oral, written, and clinical tests be- 
fore a board of medical officers and undergo a thor- 
ough physical examination. 


Successful candidates will be recommended for ap- 
pointment by the President, with the advice and 
consent of the Senate. 

Request for information or permission to take this 
examination should be addressed to the Surgeon 
General, U. S. Public Health Service, Washington, 
Dt; 

H. S. CumMine, Surgeon General. 





REPORTS AND NOTICES OF 
MEETINGS 


CLINICAL-PATHOLOGICAL CONFERENCE 
YALE MEDICAL SCHOOL 





CASE I—History presented by Dr. Blake. 

An exceedingly obese colored woman was admit- 
ted to “Isolation Wards” on January 18, 1930, com- 
plaining of cough with expectoration. 

Her present illness dated back to December 12, 
1929, at which time she had nausea, vomiting, fever 
and drenching sweating periods. These signs per- 
sisted for nine days, and forced her to remain in 
bed. On December 21, feeling better, she went back 
to work. However, the return of her previous symp- 
toms besides a severe, almost constant cough neces- 
sitated her returning to bed. She remained in bed 
until her admission to the hospital on January 18. 
On admission her temperature was 102.2°, pulse 104, 
respirations 22, Blood Pressure 135/85, red blood 
cells 3,700,000, Hemoglobin 65% (Sahli), white 
blood cells 15,600. Urine and sputum were negative 
for Tubercle Bacilli. Throughout the whole period 
there was no history of upper respiratory infection 
and no history of hemoptyses or pleurisy. Her fam- 
ily history was negative for tuberculosis. 

Physical examination revealed signs that were in- 
terpreted as bilateral pulmonary tuberculosis with 
coarse rales in the right upper lobe and consolida- 
tion of the right lower lobe. Abdominal examina- 
tion revealed nothing. On the second day in the 
hospital the signs were interpreted as empyema of 
the right chest. Several thoracenteses revealed no 
fluid. On her first day in the hospital it was neces- 
sary to take x-ray pictures in the prone position. 
Those plates were unsatisfactory. On the second 
day x-rays were taken in the upright position. On 
this day the patient had a sudden attack of cough- 
ing and died before the final x-rays which demon- 
strated a subdiaphragmatic abscess, were developed. 

Necropsy FINDINGS (presented by Dr. Du Mortier 
with the aid of lantern slides): The abdominal cavi- 
ty was opened and no free fluid was present. The 
appendix was in a retrocecal position. It was swol- 
len and red. The tip of the appendix was gangre- 
nous and showed an area of perforation surrounded 
by a thick purulent material which was followed be- 
neath the ascending colon, quadratus lumborum, 
and parietal peritoneum to the postero-lateral sur- 
face of the liver. Between the right lobe of the 
liver and the inferior surface of the diaphragm was 
a large accumulation of foul smelling, sanguino- 
purulent fluid. About one liter of the fluid gushed 
out. The accumulation of fluid had pushed the 
diaphragm to the third interspace. The liver was 
attached to the inferior surface of the diaphragm 
by a fibrino-purulent exudate which was separated 
with ease. The right dome of the liver was thick- 
ened and edematous. The liver extended 5.5 cm. 
below the costal margin in the right mammillary line, 
7 cm. below the xiphoid and 2.5 cm. below the left 
mammillary line. On removing the thoracic wall the 
left pleural cavity was found free from fluid and ad- 
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hesion. The right lung was bound down by adhe- 
sions covering the entire right base. The adhesions 
were of recent origin and were removed with ease. 
The diaphragmatic pleura was adherent to the su- 
perior surface of the diaphragm. 

Lunes — The right pleura contained a fibrino- 
purulent exudate throughout. The lower and mid- 
dle lobes were dense and non-crepitant. The upper 
lobe was not unusual. On cut section the two lower 
lobes were solid and no alveoli could be made out. 
Around the bronchi were dark red areas. Micro- 
scopically the left lung showed dilated alveoli but 
no evidence of exudate or congestion. The right 
lung showed in the lower lobe a greatly thickened, 
edematous pleura, greatly dilated and congested 
blood vessels and a dense exudate composed of 
polymorphonuclear leukocytes, large and small 
mononuclear cells, and plasma cells. Large and small 
areas of hemorrhage were present. The exudate in 
the pleura was continuous with the exudate in the 
diaphragm. The alveoli were filled with a _ poly- 
morphonuclear cell exudate. The alveolar walls 
were edematous and congested. The right upper 
lobe showed no pneumonic process but showed di- 
lated alveoli. 

Tue Liver—At the superior surface was a dense 
walled-off exudate which has undergone organiza- 
tion and has compressed to some extent the hepatic 
architecture which appears as a dense purple-brown 
tissue. On cut section the liver showed no evidence 
of abscesses. Microscopically the capsule of the 
liver was greatly thickened due to edema and a 
profuse exudate of polymorphonuclear cells, large 
and small mononuclear cells and plasma cells. Deep- 
er in the hepatic architecture the necrosis was not 
so marked but there was some infiltration of poly- 
morphonuclear and lymphocytes present. The dia- 
phragm was thickened due to edema. The muscle 
fibers stained as dense homogeneous bands. The 
exudate was the same as in the lungs. 

THE APPENDIX — Microscopically the lumen was 
found dilated and filled with polymorphonuclear 
cells. The mucosa was mostly necrotic. The mu- 
cosal stroma and the submucosa were filled with a 
polymorphonuclear cell exudate. 


DISCUSSION 

Dr. Hussey: Anatomically the process is evident. 
The infection extended upward from the perforated 
appendix. This was a cellulitis, not a localized peri- 
tonitis. Subdiaphragmatic abscess may occur on 
the right or left side. There is more difficulty with 
the diagnosis and pathogenesis when on the right 
side. In the last two thousand cases which have 
come to autopsy at the New Haven Hospital, six 
had subdiaphragmatic abscess. Two of these cases 
were in children, under two years of age. In adults 
all except this case were diagnosed. 

Dr. LA Fietp: The first x-ray film was taken in the 
prone position and was unsatisfactory. There was 
an absence of all markings of the right lower lobe 
and a complete consolidation below the second in- 
terspace. There was no shifting of heart to the 
left side. The left diaphragm was normal. The 





second film, taken on the day of death, was in the 
upright position. There was an apparent fluid level 
in the right lung field. There was an “air bubble” 
between the diaphragm and liver on the right side. 

Dr. OUGHTERSON: From a surgical point of view 
the diagnosis of subdiaphragmatic abscess gives 
much concern. X-rays may be taken at different 
angles to see if nodules are in liver or diaphragm. 
Gas may or may not be produced by the organisms. 
Lateral x-ray films aid in differentiating cysts, an- 
terior or posterior position of the abscess, and the 
general extent of the involvement. Patients should 
not be kept in a supine position. They should be 


kept upright. With a subdiaphragmatic abscess the 


exploring needle may invade the pleural cavity. 
Withdrawal of the needle may cause extension of the 
process from below the diaphragm to the pleural 
cavity and cause an empyema. If pus is obtained 
the operation should be done, immediately, before 
the needle is taken out. One-half the subdiaphrag- 
matic abscesses are the result of an extension of 
the process from the stomach or appendix. With- 
out treatment ninety per cent. die. With drainage 
the mortality is 30%. ° 

Dr. BLAKE: The diagnosis of appendicitis was not 
considered because of incorrect emphasis of some 
features of the history. During the first three weeks 
there were abdominal symptoms—nausea and vomit- 
ing but no abdominal pain. During the last three 
weeks the symptoms were respiratory. There was 
a leukocytosis of 15,600 but no increase in the poly- 
morphonuclear leukocytes. Such a picture may be 
found in tuberculosis but with an abscess of many 
weeks’ duration there may be a leukocytosis with no 
increase in polymorphonuclear leukocytes. If this 
patient had been put in an upright position she 
would have been better off. 

ANATOMICAL DIAGNOSIS 


Primary: Acute Appendicitis (retrocecal), with per- 
foration; subdiaphragmatic abscess, diaphragmi- 
tis; fibrinous pleurisy; atelectasis and focal pneu- 
monia (right middle and lower lobes). 

Subsidiary: Generalized arteriosclerosis; fibromyo- 
mata of the uterus; obesity. 


PatieENT II.—History presented by Dr. Treiheit. 


The patient was a_ thirty-four-year-old white 
housewife admitted to the gynecology service with a 
complaint of pain in the left hip and lower back. She 
was referred to the hospital by a physician in Stam- 
ford with a diagnosis of “malignancy”. 

The patient was well until two and one-half months 
before admission to the hospital. At that time she 
began having pain in the region of the left hip and 
left groin. Examination by her physician revealed 
tenderness over the left hip and limitation of motion 
of the left hip joint. The patient was given treat- 
ment for “arthritis” by her physician. No improve- 
ment having followed, she had x-rays taken two 
weeks later which disclosed rarefaction of the left 
pubic bone. Further examination revealed an en- 
larged and indurated clitoris with a nodular mass 
and an “elastic swelling” in the left pubic bone. Her 
physician believed that she had a malignant tumor 
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somewhere which metastasized to the pelvic bones. 
There was no history of menorrhagia or metrorrha- 
gia. No pain or difficulty on urination. Menstrua- 
tion was normal up to the time of admission. 

Physical examination revealed an emaciated, nerv- 
ous, restless patient, moaning and complaining of 
considerable pain in her back. In the abdomen there 
was a firm, irregular mass which extended about 
four ¢.m. above the symphysis. Rectal examination 
revealed a firm cord-like structure in the left side of 
the rectovaginal septum and extending laterally. The 
mucosa of the rectum was normal. In the left lateral 
vaginal wall several hard nodules were present. Ex- 
amination of the extremities revealed great pain 
in the left inguinal region on stretching the adductor 
muscles. 

CoursE 1N Hospirat—An operation one week after 
admission for examination and curettage revealed 
nodular masses in the clitoris, areas of induration 
around the vaginal orifice, enlarged body of the 
uterus and nodular masses in the region of the cul- 
ce-sac. A sound passed into the uterine cavity sug- 
gested an enlargement of the cavity. The uterine 
cavity was curetted. Biopsy from the uterine cavity 
showed a picture of adenocarcinoma. Sections from 
the vaginal nodules also showed adenocarcinoma. The 
patient made a good postoperative recovery. She 
complained of a severer pain in the pelvic region 
and it became increasingly difficult to relieve her 
of the pain in spite of large doses of morphia, chloral 
hydrate and magnesium sulphate. Four x-ray treat- 
ments gave only slight relief. Red blood cell count 
was 3,500,000. Hemoglobin 88 per cent. Tallqvist. 
Four weeks after admission her pulse was 110 and 
respirations 25 per minute. Five weeks after admis- 
sion the condition of the patient was much worse. 
Pain was extremely severe and her color was an 
ashen gray. Five and one-half weeks after admis- 
sion the patient became comatose and irrational. 
Temperature rose to 105°, pulse 150, respiration was 
slow and shallow and the patient died. X-rays of 
pelvic bones disclosed destruction of the superior 
and inferior rami of the left pubic bone with no 
evidence of bone regeneration. X-rays of chest, ver- 
tebrae, bladder, uterus and kidneys were normal. 

Necropsy FINDINGS (presented by Dr. Finley with 
the aid of lantern slides): On exposing the abdom- 
inal cavity the most striking change was the great 
size of the liver. Beneath the liver capsule and peri- 
toneal lining are large numbers of hard white single 
and confluent nodular masses. The greater omentum 


-is bound down to the lower portion of the anterior 


abdominal wall and to the tumor projecting above 
the symphysis pubis. Metastatic nodules are pres- 
ent in the lower portion of the abdominal cavity, scat- 
tered beneath the peritoneal lining. These masses 
are most prevalent around the pelvic brim. Examina- 
tion of the large mass palpated before opening the 
abdominal wall discloses a hard solid mass with a 
nodular surface and an occasional cyst containing a 
dark red-bluish colored fluid. This mass as it lies 
in the mid line appears to be continuous with the 
fundus of the uterus. However, on lifting this mass 
a.normal uterus is found lying beneath. The tumor 
mass extends to the right and is continuous with 





what apparently was at one time the right ovary. 
Beneath both parietal and visceral pleurae are found 
many small white glistening nodular masses. While 
removing the thoracic organs, all the hilic lymph 
nodes are found to be involved by metastatic tumor 
growths. 

Liver—About one-half the weight of this organ is 
due to metastatic growths. The liver weighs 3,600 
grams. Scattered over its entire surface but most 
prominent on the anterior surface are large num- 
bers of confluent and single gray-white translucent 
nodular metastatic tumor masses. Microscopic sec- 
tions through the metastatic areas showed a charac- 
teristic squamous cell type of carcinoma. Small 
masses of these tumor cells are walled off by connec- 
tive tissue. Many of the squamous cells form long 
papillae reaching into the stroma of the growth. In 
the large metastatic nodules the amount of keratin- 
ized cells is more abundant than in the smaller no- 
dules. Fine strands of connective tissue can be seen 
winding their way in between the keratinized areas, 
suggesting that the connective tissue stroma is re- 
placing these more adult tumor cells. 

Pre_vic OrGANs—Besides the right ovary the left 
ovary was involved in the malignancy. The uterus 
was carefully examined for evidence of cancer but 
none was found. Microscopically the tumor of the 
right ovary consists mostly of connective tissue 
stroma in which lies scattered nodular masses of 
squamous cells, most of which have undergone kera- 
tinization and have a hyalinized appearance. The ab- 
sence of large well stained squamous cells in the 
abundance of connective tissue stroma and keratin- 
ized epithelium is quite striking. The wall of the 
cyst essentially consists of connective tissue within 
the outer layer of which lies keratinized squamous 
celled epithelium. 

LunGs—Palpation and cross sections of both lungs 
disclosed small nodular masses lying immediately be- 
neath the pleurae and in the parenchyma of these 
organs. Masses are more numerous in the bases of 
both lower lobes. Microscopic sections through the 
nodules showed a squamous type of carcinoma. 

SPLEEN—At the upper pole, lying immediately be- 
neath the capsule is a pale white-yellowish translu- 
cent mass. On cross section and microscopically it 
resembled the other metastatic nodules. 

KipNeEys—Immediately beneath the capsule of the 
left kidney is a metastatic nodule. Microscopically it 
shows a squamous type of tumor cells. 

LYMPHATIC GLANDS—Besides the hilic glands the 
inguinal, retroperitoneal nodes, and especially those 
along the junction of the hypogastric artery were 
greatly enlarged by metastatic nodules which on mi- 
croscopic section showed a squamous type of cancer 
cell. 

Bones—A mass extends from the inner aspect of 
the obturator foramen, eroding away the pubic and 
lower rami of the ischium. The body of the second 
and fourth lumbar vertebrae are involved by metas- 
tases. 


DISCUSSION 


Dr. HussEy: This is a rare type of tumor—a pri- 
mary squamous Cell epithelioma of the ovary. The 
germinal epithelium became metaplastic. This tumor 
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is extremely malignant in its metastasis—as are also 
hypernephroma and carcinoma of the testicle. ‘This 
type of tumor is one of the class which has a ten- 
dency to metastasize to bone. 


CLINICAL DIAGNOSIS 


Carcinoma of the body of the uterus with exten- 
sive metastasis. 


ANATOMICAL DIAGNOSIS 


Primary: Adenocarcinoma of ovary (bilateral); 
with metastasis to regional lymph nodes, obtura- 
tor foramen (left); peritoneum, liver, spleen; 
kidney (right), pleurae, lungs, hilic lymph nodes, 
vertebrae (2L, 4L). 

Subsidiary: Calculi of kidney (right); cystitis. 





THE ACADEMIC CAREER IN SURGERY 


Under the auspices of the Phillips Brooks Asso- 
ciation on Monday, February 24, 1930, Dr. Elliott 
Cutler, Professor of Surgery at the Western Re- 
serve Medical School and Lakeside Hospital, Cleve- 
land, Ohio, spoke on “The Academic Career in Sur- 
gery.” 

Dr. Cutler first pointed out that the academic sur- 
geon is not doing better work than the general prac- 
titioner, only a different kind of work. Furthermore, 
it is not a sheltered life. His responsibilities ex- 
tend to all the patients on his service whether he 
gives them his personal attention or not. He is 
called on by his colleagues for advice even in the 
simplest matters. His trustees disturb him at all 
hours. There are his students, both pre- and post- 
graduate, whom he must train by precept and by 
personal contact. Then, after he has attended to 
such hospital affairs of organization as are neces- 
sary, he must spend the remaining few moments 
in reading to keep abreast of the swiftly moving 
streams of medical progress. 

The rewards of such a life are rich, even though 
it is largely a matter of whether one can stand the 
pace. The chief compensation, said Dr. Cutler, may 
be counted in the success and development of one’s 
pupils. He may find great satisfaction in accom- 
plishing some individual work of experimental type 
himself, Finally, he will have that happiness of be- 
ing able to care for and to assist a great number 
of stricken individuals. 

The methods which prepare one for such an 
academic life in Surgery and its rewards are vari- 
ous. No one course, alone, will always satisfy. 
However, there are certain necessary things. First, 
you must become expert in the art of surgery, and 
this only through practice. The minimum period of 
training is five years. The candidate must also 
master the technique of teaching. He must have 
experience in laboratory and investigative meth- 
ods. Other qualifications such as diplomacy and 
ability to inspire confidence, and to work out im- 
portant problems in the advancement of medical 
science must perforce vary with his personal quali- 
fications. 

Finally, Dr. Cutler made clear that whereas for- 
merly there was a clash between the laboratory man 





and clinician, now both are working in harmony. 
The result is an ideal atmosphere in which the 
medical student can acquire the necessary educa- 
tion. 





THE CUTTER LECTURE 


The Cutter Lecture on Preventive Medicine was 
delivered by Lafayette B. Mendel, Ph.D., Sc.D., Ster- 
ling Professor of Physiological Chemistry at Yale 
University, on Friday, February 28, 1930 in Amphi- 
theater E of the Harvard Medical School. His sub- 
ject was “Nutrition and Growth.” 

The recent enthusiasm, said Professor Mendel, in 
hygienic and prophylactic living is fundamentally 
based on nutrition and growth. Growth, upon which 
the maintenance of the race depends, is a correlation 
of form and composition. It is defined as a multi- 
plication, enlargement and deposition of cells. It is 
not uniform throughout life, the per cent. of growth 
declining from birth onwards. The factors which 
affect it are environment, food, and inherent ten- 
dencies. 

The question of underweight is still a problem. 
Recent studies have shown that students today are 
larger and weigh more than they did twenty years 
ago. The body does not grow unless all the essen- 
tials are present. Neither does it grow normally 
unless all parts can grow together, thus preventing 
deformities. The law of the minimum is then pvstu- 
lated which says that the growth of the body does 
not grow more rapidly than the supply of any single 
essential permits. Professor Mendel gave some nieas- 
ure of consolation to persons of small build by stat- 
ing that rats which have been stunted in their body 
growth relearn a ‘“‘maze problem” faster than their 
normally growing litter mates! 

A careful proportion in the diet is not now con- 
sidered so essential because the body can adapt itself 
readily to excesses. Neither fat nor carbohydrate 
lack will stunt growth as long as sufficient calories 
are present and no essentials are lacking. Thus, as 
far as growth is concerned, any proportion will do 
if the essentials are present, though other dyscrasias 
may supervene. There are several essentials. Nitro- 
gen cannot be synthesized by the body and thus a 
sufficient intake is necessary. Of the amino acids 
only four,—cystine, lysine, tryptophane, and histi- 
dine,—are now considered to be essential. These 
cannot replace each other, and though they form only 
a few parts per million of the body, their lack spells 
nutritional disaster. Vitamins in the diet occupy 
an essential position. 

There are, however, periods of growth cessation 
without discoverable dietary deficiencies. Whether 
these are physiological 1s unknown. The capacity 
of growth is not lost by prolonged failure to grow. 
Yet, abnormalities in growth may be due to consti- 
tutional or hereditary diatheses. Here diet will make 
little difference. The cause may be endocrine, and 
here the speaker described the clinical entities of 
cretinism and gigantism. 

Professor Mendel concluded that the science of 
nutrition is of immense importance, and while much 
of its mystery may be impenetrable, gross ignorance 
of it is inexcusable. 





— a PE 


FEI IE nn we a t= 


a Ke SS 


554 EDITORIAL DEPARTMENT 





N.E. J. of M. 
March 13, 1930 





THE GREATER BOSTCN MEDICAL SOCIETY 

A joint meeting of the Greater Boston Medical 
Society and the Beth Israel Hospital was held on 
Tuesday, March 4, 1930 at the Beth Israel Hospital. 
Dr. Harry Solomon presided and introduced the 
speakers. 

The first paper on “The Present Status of the 
Hinton Test” was read by Dr. Arthur Berk. He de- 
scribed the basic features of the Hinton test and 
spoke of a modification not yet published which is 
25% more sensitive than the original. He told of 
a study now in progress in which 2000 cases are 
being analyzed in the endeavor to find some sure way 
to state whether a cure has been attained without 
doing a lumbar puncture. He expects to prove that 
the modified Hinton test is 100% reliable in the 
diagnosis of neurosyphilis. 

Dr. J. Kasanin spoke on “A Study of Social Fac- 
tors in Mental Diseases.” He pointed out that pres- 
ent day theories postulate either an organic or func- 
tional basis for mental diseases. He and his col- 
laborators are making a study to determine whether 
the ‘shut-in’? type always develops schizophrenia, 
and the emotionally unstable individual develops a 
manic-depressive psychosis. He outlined their meth- 
od and described a questionnaire which is being used 
in the research. 

The third paper on “The Use of Stramonium in 
Parkinsonism” was presented by Dr. A. H. Braver- 
man. Many drugs, including intravenous sodium 
salicylate, gold, silver, atropine and pilocarpine, have 
been tried. He reported results in the treatment 
of eleven cases of post-encephalitic parkinsonism 
with stramonium. The patients showed a less mask- 
like face, and the range of voluntary movement in- 
creased, though the tremor was not affected. The 
dose was twenty minims three times a day, in- 
creased daily five minims until the patient was get- 
ting seventy minims four times a day. Toxic symp- 
toms of blurred vision and dry mouth occurred at 
thirty minims three times a day or more. The 
nausea disappeared as the dose increased. Hyoscine 
relieved the tremor. He concluded by pointing out 
that stramonium is only palliative, and not a cure. 

Dr. William Dameshek told about the “Blood Find- 
ings in General Paresis.” There is a monocytosis 
ot 10% or better in 50% of the cases. Histocytes 
are seen in two per cent. of cases. Lymphocytosis 
with a predominance of large lymphocytes is a con- 
stant finding. Plasma cells are seen in 27% of cases. 
Toxic changes such as vacuolization, fewer granules, 


‘and irregular staining are found in 80% of cases. 


He found the most marked changes in degenerated 
paretics in bed and almost normal blood in patients 
only slightly euphoric. He concluded that the work 
has no practical value as yet. 

The fifth paper on “‘Bio-chemistry of Brain Activity 
by Internal Jugular Puncture Method” was presented 
by Dr. Abraham Myerson. Reference has been made 
to this subject in a previous issue (N. E. J. M., Feb. 
27, 1930, page 458). 

The last paper on “The Effect of Inhalation of 
Carbon Dioxide in Certain Neuropsychiatric States” 
was read by Dr. Harry C. Solomon. Motion pictures 





were shown of patients before and after the adminis- 
tration of carbon dioxide. The method has been 
used in benign stupors, catatonic states, and in the 
Parkinson syndrome. The convulsions and tremor 
increased during the inhalation, but completely dis- 
appeared after three minutes of breathing the carbon 
dioxide mixture. Dr. Solomon stated that not all 
that happens is known. What we do know is that 
there is a dilatation of cerebral vessels, a faster cra- 
nial circulation, and an increased intracranial pres- 
sure up to 600 mm. of water. The method needs 
further study. 

The meeting was well attended and followed by 
refreshments. 





HARVARD MEDICAL SOCIETY 


The Harvard Medical Society held a meeting on 
Tuesday, Feb. 25, 1930 at eight o’clock in the Peter 
Bent Brigham Hospital Amphitheatre. The follow- 
ing described cases were presented: 

The first case was presented by Dr. Glenn of the 
surgical service. The patient was a 72-year-old 
stone-cutter who was admitted following a rupture 
of an abscess in his inguinal region. A brother died 
of “stone-cutter’s consumption” twelve years before 
and the patient himself had to stop work five years 
before because of “intestinal flue.” One year ago he 
had a pulmonary hemorrhage with no sequelae. Six 
weeks before admission he developed pain in the 
lower abdomen without apparent cause. It soon 
localized in the right lower quadrant and he noticed 
a mass which increased in size, but was not un- 
duly painful. The morning of admission the mass 
suddenly ruptured and discharged a cupful of pus. 
Physical examination on entrance showed a man 
with evidences of loss of weight. The right chest 
was depressed, with dulness, increased fremitus and 
breath sounds throughout. The heart was pulled 
to the right. In the right inguinal region was full- - 
ness, redness, induration, and a sinus which dis- 
charged pus on pressure. He showed a red count 
of three million, a white count of ten thousand with 
a lymphocytosis of 30%, and many acid-fast bacilli 
in the sputum. X-rays of the chest showed fibrosis 
at both apices with cavitation at the right apex, 
and the heart pulled to the right. Pictures of the 
spine were negative. Lipiodol injections of the 
sinus tract showed the cavity to spread laterally 
and to end in blind pockets. Barium enema was 
normal. The patient was presented for diagnosis. 

The medical case was presented by Dr. Tollman. 
The patient was in the hospital for the thirty-second 
time, with the same complaint as before, that of 
cough and shortness of breath on exertion. His 
trouble began five years before his first admission 
when he developed a cough which grew steadily 
worse. After a cold of three weeks’ duration he 
developed dyspnea on exertion. In the hospital 
dulness was found at the apices, rales throughout 
the lungs, and an irregular heart. Digitalis therapy 
helped his general condition greatly. The cough 
persisted and his sputum showed many acid-fast 
bacilli. He was sent to a sanatorium which he left 
against advice. In 1922 he was noticed to have 
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dilated blood vessels in his back originating in the 
axillae and extended obliquely towards the sacrum. 
X-ray of the heart showed a dilated vigorously pul- 
gating aorta, and indentations of the ribs which had 
been eroded by enlarged vessels. The diagnosis was 
coarctation of the aorta. 

After the presentation of cases Dr. H. A. Christian 
introduced Dr. William L. Moss, Assistant Professor 
of Bacteriology and Immunology at the Harvard 
Medical School. He spoke on some aspects of the 
cruise of the Illyria and illustrated his travelogue 
with many lantern slides. 

The purpose of the expedition, said Dr. Moss, was 
to collect specimens for the Field Museum of Nat- 
ural History of Chicago. The trip lasted about a 
year. 

Beginning in Boston in September, 1928, the ex- 
pedition sailed to Bermuda and Cuba, then through 
the Panama Canal, and on to the South Sea Islands 
from Galapagos to Java. Several interesting inci- 
dents were reported. The island of New Hebrides is 
under joint control of the British and French, the re- 
sulting situation being very unsatisfactory. The 
wealth in this island is measured in pigs, the wives 
ranging in value from 1-30 pigs. It is easier to 
teach the natives so-called ‘pigeon English” than to 
try and learn the native dialect. A peculiar belief 
of the natives is that if they so will they can lie 
down and die in 48 hours. Dr. Moss spoke of many 
other interesting happenings the charm of which 
is lost in transcribing them to paper. 

The meeting was very well attended and a pleasant 
change from the usual scientific discussions. 





JOINT MEETING OF THE GREATER BOSTON 
MEDICAL SOCIETY AND THE BETH ISRAEL 
HOSPITAL 


A joint meeting of the Greater Boston Medical 
Society and the Beth Israel Hospital was held on 
Tuesday, February 4, 1930, at 8:15 P. M. at the Beth 
Israel Hospital. Dr. Solomon introduced Dr. Albert 
A. Epstein who spoke on “A Consideration of the 
Present Day Problems in Diabetes Mellitus.” 

Dr. Epstein pointed out that today we have turned 
from the clinic to the laboratory in our researches. 
Diabetes has become a study of grams and cal- 
ories, instead of the patient. It is better to con- 
sider the patient and his reactions rather than his 
intake and output. 

Diabetes is looked upon as a perversion of carbo- 
hydrate metabolism, a deficiency in its storage, and 
combustion which leads to a non-utilization of fats. 
The acidosis which results may cause an impairment 
of the kidneys as well as further derangement of the 
carbohydrate utilization. If the kidneys are dis- 
eased, the amount of sugar in the urine is no indica- 
tion of the patient’s condition, and Dr. Epstein 
stressed the value of blood sugar determinations. 
Persistent hyperglycemia without a tendency to rise 
should be untreated because insulin in these cases 
brings unfavorable responses. There are also some 
cases with a high blood sugar in which symptoms of 
insulin shock may develop. The relation of the blood 
sugar to vascular damage is still a question. 





Coma is of two kinds. The ketogenic type caused 
by an imperfect combustion of fats should be con- 
trolled by administration of carbohydrate and in- 
sulin. The non-ketogenic type should be treated 
with alkalies intravenously. 

Diabetes is no contra-indication to surgery, espe- 
cially surgery with infection present. To put off 
operation to treat the diabetes is useless because it 
will have no effect on the post-operative course. 
The presence of infection makes the diabetic treat- 
ment more difficult because infection reduces the 
acidosis and increases the utilization of insulin so 
that more has to be given. Infections in diabetes 
spread more easily, but they are less virulent than 
in non-diabetics, due, Dr. Epstein thinks, to the fact 
that bacteria lose their virulence on sugar contain- 
ing media. Infectious foci should be searched for. 
In any case of diabetes not doing well, one must 
suspect hyperthyroidism which in these cases shows 
no signs except a high metabolic rate. In the pres- 
ence of infection, fats should be eliminated. This 
gives a low caloric diet; the condition is usually 
temporary. 

The presence of sugar in the urine does not nec- 
essarily mean diabetes. Dr. Epstein showed that 
levulose, often seen in children, and pentose, seen 
in young adults, are of no diabetic significance. 

The story of diabetes is not complete. We have 
often found no cause or cure for diabetes, only a 
method of its control. The degeneration of the 
Islands of Langerhans may be the result and not 
the cause of diabetes. People in coma do not die 
of lack of insulin because at autopsy the organs 
are full of insulin. Thus, Dr. Epstein queried, “Is 
the disease due to a decrease in the production 
or the presence of inactive insulin?” The theory he 
proposed to explain this is as follows. There is a 
primary change in the permeability of the capillary 
walls, from the result of which the trypsin combines 
with the insulin in the blood stream making it 
inactive. The resulting product is carried to the 
liver where glycogenolysis results and a high blood 
sugar occurs. 

The paper was followed by slides showing some 
interesting cases of Dr. Epstein. The discussion 
was opened by Dr. Baker, and ably carried on by 
Dr. Rudy and Dr. E. P. Joslin. 





NEW ENGLAND PHYSICAL THERAPY SOCIETY 
SECOND REGULAR MEETING 

Date: Wednesday, March 19, 1930. 

Place: Boston Square and Compass Club, 488 Bea- 
con Street, Boston, Mass. 

Time: Dinner at 6.30 P. M. Scientific session at 
S P.M: 

Paper: By Arthur L. Brown, M.D. 

Subject: The Place of Electro-Therapeutics in 
General Practice. 

The dinner is to be a special feature of the meet- 
ing. There are to be some good speakers. The 
progress of the Convention will be learned from the 
Committee Chairmen. A travelogue film will show 
some of the scenes en route to the next Physiotherapy 
Congress at Liége, Belgium. President Wilcox is 
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anxious to have a good attendance. The council will 
meet at 5.30 o’clock just preceding the dinner to pass 
upon applications and to transact any other business. 
Councilors please attend. 
Artuur H. Rune, Secretary. 
NEW ENGLAND ROENTGEN RAY SOCIETY 
The March meeting of the New England Roentgen 
Ray Society will be held at the Boston Medical Li- 
brary, March 21, 1930 at 8:15 P. M. The Business 
meeting will be at 8:15 P. M. followed by a Scien- 
tific Session. Twenty minutes will be allotted for 
members to demonstrate interesting cases. Dr. 
Frederick T. Lord of Boston will give a paper on 
“The Relative Value of Clinical and X-ray Findings 
in Certain Bronchopulmonary Conditions.” The 
usual dinner will be held at the Harvard Club. 
T. R. Heary, Secretary. 


BOSTON MEDICAL HISTORY CLUB 

Boston Medical Library, 8 The Fenway. 

Monday evening, March 17, at 8.15 o’clock. 

Experiences of a Medical Book-Hunter in Bosten— 
Dr. A. B. Lyon. Discussion by Rival Book-Hurters. 

Sir John Harington—Dr. I. H. Coriat. 

Alfred Nobel: Medical Incidents and Nitroglycerin 

Dr. W. P. Coues. 

JaMeS F. BaLiarpb, Secretary. 


CLINIC AT THE BOSTON CITY HOSPITAL 


A clinic will be held at the Boston City Hospital, 
Wednesday evening, March 26, 1930 at 8:15 P. M. 
in the Cheever Amphitheater. 

PROGRAM 

The Injection Treatment of Varicose Veins, Dr. 
H. O. McPheeters, Minneapolis, Minn. Discussion 
by Dr. E. E. O’Neil, Dr. A. W. Allen, Dr. John 
Homans. 

Doctors and medical students are cordially invited. 

CoMMITTEE ON Hospital CLINICS. 
NEW ENGLAND HOSPITAL FOR WOMEN AND 
CHILDREN 





The monthly Clinical Conference of the New Eng- 
land Hospital for Women and Children will be held 
at the hospital, Dimock Street, Roxbury, on Thurs- 
day, March 20, at 8 P. M. The following cases will 
be presented by members of the staff: Carcinoma 
of the uterus with broncho pneumonia and diabetic 


-coma; Compound comminuted fracture of the skull; 


Intracranial hemorrhage of the new-born; Extreme 
malnutrition. 
AticE H. BiceLow, M.D., Secretary. 


PLYMOUTH DISTRICT MEDICAL SOCIETY 


The regular meeting of the Plymouth Medical Soci- 
ety will be held at the Moore Hospital, 167 Newbury 
Street, Brockton, Mass., Thursday, March 20, 1930, 
at 11 A. M. 

Election of a Nominating Committee for the ensu- 
ing year. 


. 





Program: Acute Intestinal Obstruction. 

1. X-Ray Studies of Acute Intestinal Obstruction 
and Lesions of the Small Intestines. Dr. Max Ritvo, 
Consulting Roentgenologist, Moore Hospital. 

2. Surgical Treatment. Dr. G. A. Moore. 

3. Diagnosis; Preoperative and Postoperative 
Treatment. Dr. Chester Jones, Physician to Massa- 
chusetts General Hospital. 

Luncheon will be served at 1 P. M. 


— i 


SOCIETY MEETINGS, 
CONGRESSES AND CONFERENCES 


1929-1930— Massachusetts Dietetic Association. Com- 
plete schedule appears on page 852, issue of October 24. 

March 13—Massachusetts General Hospital. Complete 
notice appears on page 510, issue of March 6. 

March 13-—-Lecture by Professor Hecht at the Harvard 
Medical School. Detailed notice appears on page 459, 
issue of February 27. 

_March 17—Boston Medical History Club. Complete no- 
tice appears elsewhere on this page. 

March 19—New England Physical Therapy Society. 
Detailed notice appears on page 555. 

March 20—New England Hospital for Women and Chil- 
dren. Complete notice appears elsewhere on this page. 

March 21—New England Roentgen Ray Society. Com- 
plete notice appears elsewhere on this page. 

March 26—Clinic at the Boston City Hospital. Com- 
plete notice appears elsewhere on this page. 

March-October — International Medical Postgraduate 
Courses in Berlin. Complete notice appears on page 853, 
issue of Octcber 24. 

April 14-18—The New England Public Health Institute. 
Complete notice appears on page 55, issue of January 2. 
_.May 2—Annual Meeting of the American Society of 
Stomatologists. Detailed notice appears on page 92, issue 
of January 9. 

_May 5-10—First International Congress on Mental Hy- 
ong Detailed notice appears on page 93, issue of Janu- 
ary 9. 

September 4-8—Fifth International Congress on Physio- 
therapy. Complete notice appears on page 906, issue of 
October 31. 

October 27—The American Public Health Association. 
on notice appears on page 1271, issue of Decem- 
yer 19. 


DISTRICT MEDICAL SOCIETIES 
Essex North District Medical Society 


May 1—Thursday—Censors’ meeting at Hotel Bartlett, 
95 Main Street, Haverhill, (Telephone 3430) at 2 P. M. 
sharp. Candidates should present their diplomas to the 
Secretary one week in advance. 

May 14—Wednesday—Annual Meeting, at Anna Jaques 
Hospital, Highland Avenue, Newburyport, Mass., at 12 
noon. Subject. ‘‘Infective Foci: Sense or Nonsence.” 
There will be talks and discussions on the subject from 
individual points of view, by seven physicians engaged 
in nine of the specialties of medicine, and from the dental 
standpoint. 


J. FORREST BURNHAM, M.D., Secretary. 


Essex South District Medical Society 


Wednesday, April 2, 1930—Hotel Hawthorne, Salem. 
Dinner at 7 P M. Speaker: Dr. Timothy Leary, Boston. 
Subject: “Diagnostic and Therapeutic Pitfalls in Intra- 
cranial Pyogenic Infections.’’ 

Thursday, May 1, 1930—Censors meet for Examination 
of Candidates at Salem Hospital at 3:30 P. M. 


Tuesday, May 13, 1930—Annual Meeting. The Tavern, 
Gloucester. Speaker: Dr. C. Macfie Campbell, Director 
of Boston Psychopathic Hospital. Subject to be an- 
nounced later. Ladies invited. Dancing. 


R. E. STONE, M.D., Secretary. 


Franklin District Medical Society 


The next meeting of the Franklin District Medical 
Society will be held at the Weldon Hotel, Greenfield, 
Mass., on the second Tuesday of May, at 11 A. M 


CHARLES MOLINE, M.D., Secretary. 


Hampshire District Medical Society 
April 9—This meeting will occur at 11 A. M. and will 
be held at the Dickinson Hospital, Northampton. 
The Annual Meeting will be held in May. 
LUTHER O. WHITMAN, M.D., Secretary. 
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Middlesex East District Medical Society 


May 13—At Unicorn Country Club, Stoneham. 
ALLAN R. CUNNINGHAM, M.D., Secretary. 


Middlesex South District Medical Society 


April 16, 1930—Annual Meeting. Commander Hotel, 
Cambridge. Program to be announced. 
May, 1930—Censors’ meeting. 
ALEXANDER A. LEVI, M.D., Secretary. 


Norfolk District Medical Society 


March 24, 1930—Roxbury Masonic Temple. Dr. Burton 
E. Hamilton. Subject to be announced. 

May 1, 1930—The Censors meet for the examination 
of candidates, in the Roxbury Masonic Temple, 171 War- 
ren Street, Roxbury, at 4:00 P. M. 

Applications must be in the hands of the Secretary 
at least one week previous to date of examination. 

May 6, 1930—Annual Meeting. Program to be an- 
nounced. 

Owing to inability to engage the Roxbury Masonic 
Apartments on the last Tuesday of the month, such 
meetings as will be held in the Roxbury Temple will be 
held Monday evenings as per the dates above. 

FRANK S. CRUICKSHANK, M.D., Secretary. 


Plymouth District Medical Society 


March 20, 1930—Moore Hospital, Brockton. Detailed 
notice appears on page 556. 

April 17, 1930—Annual Meeting, Commercial Club, 
Brockton, 7 P. M. Election of officers. Annual oration, 
Dr. Frederick F. Weiner, ‘‘The Management of Prostatic 
Diseases,’’ with moving pictures. 

G. A. MOORE, M.D., Secretary. 


BOOK REVIEWS 








The Physician Throughout the Ages. By ARTHUR 
SELWyN-Brown, B.S.C., M.A., Ph.D., LL.D. New 
York: Capehart-Brown Company, Inc., 1928. 


This elaborate work, in nine books and two large 
volumes,—a total of over seventeen hundred pages,— 
embodies a record of medicine from the earliest his- 
torical period, embracing a general survey of medical 
practise, the social history of the doctor, with medi- 
cal chronology and biographies of outstanding physi- 
cians. Its purpose is to follow the development of the 
physician from the remotest times to the present, 
with sufficient detail to enable the reader to form his 
own conclusions regarding the status of the profes- 
sion at any given period. Like Wells’s Outlines of 
History the book begins with a study of the formation 
of the earth, the evolution of man, and the early evi- 
dence of paleopathology. The editor is apparently 
author of much of the first volume, to which, how- 
ever, there are contributions by forty distinguished 
collaborators, while there are seventy-five contribu- 
tors to volume two. Much space is devoted to brief 
biographies of noted practitioners since classical 
times and there are many sketches of prominent 
American physicians of the past century. Altogether 
there are over one hundred and sixty portraits of 
distinguished physicians and a hundred and forty- 
four general illustrations of extreme and varied in- 
terest. Though representing the work of many hands, 
the work has an easy narrative style and its discur- 
sive, loosely knit character makes it agreeable and 
pleasant to read. What one thinks of most, how- 
ever, in reviewing these lives and achievements of 
the leaders of medicine throughout the ages is the 
devotion, sufferings, and victories of the other un- 
recorded thousands whose labors have helped man- 
kind and whose service was no less noble and self- 
sacrificing than that of the more conspicuous few 
whose names are remembered. 





An Outline of Endocrinology. By W. M. CrorrTon, 
B.A., M.D. Second Edition. William Wood and 
Co. Price $3.00. 


This little book is written particularly for medi- 
cal students and general practitioners, according to 
the preface. It should, therefore, contain only 


proven facts, leaving theory to the more elaborate 
systems of endocrinology. 


Unfortunately, the author has not confined him- 
self to this straight and narrow path. The sec- 
tions on the histology, development, physiology and 
pathology are for the most part concise statements 
of the generally accepted ideas, and are open to 
criticism only on the ground that some of the newer 
work has not been included. The work of Allen, 
Doisy and Frank on the follicular hormone is a 
case in point. 

The student or general practitioner, however, is 
more concerned with clinical entities than with the 
results of animal experiments, and the author’s 
failure to include sections on the differential diag- 
nosis of various endocrinopathies is the most serious 
defect in the book. It is generally recognized by 
those seriously interested in clinical endocrinology 
that the diagnosis of disturbances of glandular func- 
tion, although they may be strongly suspected from 
the patient’s story and physical condition, can be 
proven only by tests of vital function which disclose 
the present functional level of endocrine activity. 
Yet these tests receive scant mention throughout the 
work. And so valuable an adjunct to diagnosis as 
the basal metabolism determination is not men- 
tioned in the chapter on the thyroid gland. The 
book conveys the impression that exact diagnosis 
is unimportant—an impression all too prevalent 
among those dispensing endocrine therapy. 


The sections on therapy, however, do much to ex- 
plain the above omission, since the treatment rec- 
ommended is almost entirely symptomatic. For ex- 
ample, whole gland pituitary substance given by 
mouth is recommended as one of the best tonics 
known to the author “in neurasthenia, convalescence, 
exhaustion from overwork and sexual excess,” in the 
latter case combined with testicular extract. Prima 
donnas, “in whom it is important to preserve the 
quality of the voice,” should try ovarian extract. 
(If by any chance this treatment should fail, the 
Victor Record will preserve the voice.) The diabetic, 
growing weary of insulin injections, may turn to any 
one of “several products which have been on the 
market for many years which, given by mouth will 
enable the majority of patients to metabolise suffi- 
cient glucose to keep them with a feeling of well 
peme. . . It does not matter very much 
how much sugar the patient is excreting so long 
as he is metabolising enough to give him sufficient 
energy.” 

One grows weary trying to understand why fair 
white paper should be so maltreated. Books like 
this serve only to retard exact knowledge of a most 
important field in medicine, in which the truth, as 
it is occasionally glimpsed through the clouds of 
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imaginative literature, is fully as strange, and far 
more important than fiction. 


Rickets Including Osteomalacia and Tetany. By 
Atrrep F. Hess, M.D. Lea and Febiger, Philadel- 
phia, 1929. Price $5.50. 


This book presents the subject of Rickets and 
allied conditions in the light of what the author 
describes as our “newer knowledge’ of this subject. 
Our conceptions of Rickets as a disease remained 
essentially unchanged until the last decade when, 
as the author states, new influences, namely, the 
discovery of vitamines and the importance of ultra- 
violet light brought a new interpretation of the 
cause and treatment of this disease. This book, 
therefore, is a very necessary and natural develop- 
ment of a medical subject which demanded a new 
presentation in the light of both previous observa- 
tions and more recent discoveries. The author has 
developed the subject in a most exhaustive, pains- 
taking and critical manner always leaving a definite 
conception of each phase of the subject. The first 
chapters deal with the history and geographic dis- 
tribution of Rickets and there follow chapters on the 
Experimental Production, Etiology, Pathology and 
Pathogenesis. The chapter on Symptomatology of 
Rickets gives in a relatively few pages a classical 
description of the disease as understood to-day. The 
book gives authoritative information in regard to 
x-ray diagnosis, the use of Ultra Violet Light, Cod 
Liver Oil and Viosterol. The chapters on Osteomala- 
cia and Infantile Tetany also bring these subjects 
up-to-date in a very careful, concise presentation. 
Of great value is the biliography containing all the 
important articles and arranged in chapters cor- 
responding to the text. 

This book is an important contribution to medical 
literature and will be of great interest to all students 
of nutritional problems in infancy. 


The Blood Picture and Its Clinical Significance. By 
PROFESSOR Dr. Vicror SCHILLING. Translated and 
Edited by R. B. H. Gradwohl, M.D. Seventh and 
Eighth Revised Edition. St. Louis. The C. V. 
Mosby Company, 1929. Price $10.00. 


This book contributed by one of our great hema- 
tologists is now available in English. It is divided 
into four sections: (1) Technique; (2) Theory, 
morphology and division of the blood picture; (3) 


-Fundamental principles for clinical use of the blood 


picture; (4) Selected examples on practical use of 
hemograms. 

The real contribution of Schilling consists of the 
hemogram by which is meant the diagrammatic 
analysis of the blood picture. Special attention is 
directed to the neutrophiles which are divided into 
the myeloblasts, juvenile forms, ‘‘stab” cells and seg- 
mented forms, this being the order of their maturity. 
The appearance of the more. immature forms is 
spoken of as “a shift to the left” or regenerative 
shift. “So far as the numerical proportions are con- 
cerned, the course of a regenerative shift is about 





as follows: the neutrophiles increase absolutely 
(total count increase); the increase is dependent 
upon the excess of ‘juvenile’ forms (regenerative 
shift); both processes increase to very high counts 
with a very high shift up to the formation of myelo- 
cytes. In the severest cases, the cell consumption 
Legins to exceed the constantly increased regenera: 
tion (diminution of total count), together with 
further advancing shift—Anisohypoleucocytosis. The 
course of a degenerative shift is simpler: the newly 
introduced neutrophiles are poorly developed and 
partially not segmented. They are neither dimin- 
ished nor increased. The degenerative influence 
leads to aé_ central, myelogenous inhibition of 
growth and to a reduced importation, as well as to 
a relatively increased disintegration; thus the 
peripheral amounts are lowered and the shift pro- 
ceeds under continuing degeneration. Most of the 
infectious shifts are mixed forms (mixed regenera- 
tive-degenerative picture).” Associated with this 
reaction there is commonly a disappearance or re- 
duction of eosinophiles and a decrease in the num- 
ber of lymphocytes; the reappearance of the eosino- 
philes and increase in the number of lymphocytes is 
indicative of improvement or recovery. 

Aside from this important contribution, the book 
is disappointing. It could easily have been con- 
densed into a monograph instead of a book of al: 
most 400 pages. With regard to the formation of 
platelets Schilling states that “it is plausible and in 
accord with all observations to date to assume that 
they are derived from the nuclei of the nucleated 
primary erythrocytes.” In this country the hypothe- 
sis regarding the formation of platelets most ac- 
cepted is that of Wright which considers them as 
derived from the megakoryocytes. Furthermore, 
the important work of Howell and Cekada concern- 
ing the stability of platelets in hemophilia is not 
mentioned. In fact, the book gives one the im- 
pression that there has been very little hematoiogi- 
cal research outside of the author’s country; this is 
turther indicated by the choice of references. It is 
natural therefore for him to accept the Morawitz 
theory of blood coagulation rather than Howell’s. 
In the treatment of thrombopenic purpura the author 
considers splenectomy as the last resort whereas it 
is generally advocated here early in the disease. In 
view of the existence of direct methods of red cell 
diameter measurements such as the Price-Jones, 
the methods mentioned are very crude. 


The continuity of thought in reading the book is 
constantly interrupted by the repeated insertions of 
parenthetical remarks or words. The book is also 
heavily burdened by excessive terminology. There 
ere several sentences that have been rendered mean- 
ingless by the translation and there is a constant 
interchange in the use of the word “signs” and 
“symptoms” disregarding correct connotation. 

The material contained in the book bears valuable 
lessons to the practitioner who wishes to familiarize 
himself with hematologic text and it is a pity that 
a better organization of the available material was 
not created. 
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